




The	results	of	any	diet	or	medical	intervention	can	vary	from	person	to	person.
Some	 people	 have	 a	 medical	 history	 and/or	 condition	 that	 may	 warrant
individualized	recommendations	and,	in	some	cases,	drugs	and	even	surgery.	Do
not	start,	stop,	or	change	medication	without	professional	medical	advice,	and	do
not	change	your	diet	if	you	are	ill	or	on	medication	except	under	the	supervision
of	a	competent	physician.	Neither	this	nor	any	other	book	is	intended	to	take	the
place	of	personalized	medical	care	or	treatment.

A	CAUTION	TO	THE	READER
If	 you	 are	 taking	 any	 medication,	 especially	 medication	 for	 diabetes	 or	 high
blood	 pressure,	 do	 not	 make	 dietary	 changes	 without	 the	 assistance	 of	 a
physician,	 as	 your	 medication	 will	 need	 adjustment	 to	 prevent	 excessive
lowering	of	your	blood	pressure	and	blood	sugar	levels.	Very	low	blood	glucose
levels	 (hypoglycemia)	 and	 low	 blood	 pressure	 (hypotension)	 from	 using	 too
much	medication	 can	 be	 dangerous.	 This	 dietary	 program	 is	 very	 effective	 at
lowering	both,	so	any	medication	you	are	on	for	either	of	these	conditions	will
need	to	be	adjusted	and,	with	time,	maybe	discontinued.

Hypoglycemia	and	hypotension	can	cause	weakness	and	fainting,	which	can
lead	 to	 a	 fall	 or	 a	 motor	 vehicle	 accident.	 The	 overuse	 of	 blood	 pressure
medication	can	even	damage	your	kidneys.	Because	 this	nutritional	program	is
so	 effective	 at	 reversing	 heart	 disease,	 dropping	 body	 weight,	 and	 reversing
diabetes,	 it	 is	 even	more	 important	 to	 consult	with	 a	 knowledgeable	 physician
who	 is	 familiar	 with	 reducing	 medication	 as	 a	 result	 of	 aggressive	 dietary
modifications.	Do	not	underestimate	the	effectiveness	of	this	program.

Many	 physicians,	 not	 realizing	 how	 effective	 this	 diet-style	 is,	 may	 be
hesitant	 to	 taper	medications	 sufficiently.	Make	 sure	 you	warn	 your	 physician
about	this	and	follow	your	blood	pressure	and	blood	sugar	levels	more	carefully,
especially	over	the	first	few	weeks	after	you	begin	this	plan.

I	 discuss	 medications	 in	 more	 detail	 and	 give	 more	 guidance	 for	 their
reduction	for	you	and	your	physician	later	 in	this	book.	However,	you	must	be
aware	 that	 a	 book	 cannot	 take	 the	 place	 of	 individualized	 counseling	 from	 a
physician	who	knows	your	medical	condition.	 It	 is	your	 responsibility	 to	work
with	your	physician	to	assure	that	your	blood	sugar	and	blood	pressure	readings



are	neither	too	high	nor	too	low.
Note:	The	cases	 in	 this	book	are	all	 real,	but	some	of	 the	names	have	been

modified	or	omitted	for	privacy	purposes.



Dedication

I	dedicate	this	book	to	physicians	who	utilize	Lifestyle	Medicine,	showing	they
care	by	spending	the	extra	time	to	communicate	and	motivate	their	patients	to

take
control	of	their	health,	despite	the	challenges	and	resistance	of	society	and	even
their	peers.	Millions	of	human	life	years	have	been	saved	by	their	dedication.
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INTRODUCTION

The	Heart	of	the	Matter

Heart	 disease	 is	 the	 leading	 cause	 of	 death	 for	 both	men	 and	women	 in	 the
United	States.	In	fact,	cardiovascular	diseases	claim	more	lives	than	all	forms	of
cancer	 combined.	 About	 half	 of	 these	 needless	 deaths	 are	 caused	 by	 sudden
cardiac	death.	This	means	a	person	dies	 immediately	after	 symptoms	begin,	or
within	a	short	time	afterward.	The	cause	of	sudden	cardiac	death	can	vary	from
an	obstructive	clot	to	a	fatal	arrhythmia.	Another	common	cause	is	enlargement
of	 the	heart,	 specifically,	 left	ventricular	hypertrophy	caused	by	many	years	of
high	blood	pressure.	Fifty-five	percent	of	the	men	and	68	percent	of	the	women
who	 die	 of	 sudden	 cardiac	 death	 have	 no	 prior	 warning	 of	 significant	 heart
disease.	Heart	disease	kills	many	people	many	years	prematurely,	 and	most	of
them	do	not	even	make	it	to	the	hospital	alive.

I	am	reasonably	certain	that	the	nutritional	program	in	these	pages	can	make
it	 almost	 impossible	 for	 you	 to	 have	 a	 heart	 attack	 or	 to	 experience	 sudden
cardiac	death.	Not	only	that,	this	program	is	effective	even	if	you	presently	have
advanced	 heart	 disease.	 It	 can	 radically	 lower	 your	 cholesterol	 and	 blood
pressure,	 and	 it	 can	 reverse	 obstructive	 coronary	 artery	 disease	 (CAD)	 so
effectively	that	it	obliterates	the	need	for	angioplasty	and	bypass	surgery.	Unless
you	 are	 one	 of	 the	 fewer	 than	 1	 percent	 of	 people	 who	 has	 advanced	 valve
damage,	 a	 genetic	 defect,	 or	 electrical	 pathway	disease,	 you	 should	 be	 able	 to
reverse	any	heart	disease	you	now	have.

In	other	words,	you	will	not	merely	lower	your	cholesterol,	but	you	will	also
remedy	other	risk	factors.	By	following	this	nutritional	plan,	you	will

	
•		Lower	and	normalize	your	blood	pressure

	
•		Lower	your	low-density	lipoprotein	(LDL)	cholesterol



	
•		Lower	your	weight,	body	fat,	and	waist	measurements

	
•		Lower	your	fasting	glucose	levels	and	resolve	diabetes	(type	2)

	
•		Restore	normal	bowel	function

	
•		Improve	your	immune	function,	lowering	the	risk	of	infection

	

•		Maintain	your	youthful	vigor	as	you	age,	and	age	more	slowly

This	 approach	 is	 the	 most	 effective	 and	 safest	 way	 to	 lower	 your	 blood
pressure	and	cholesterol.	But	more	importantly,	I	give	you	information	that	will
assure	you	that	you	most	likely	will	never	have	a	heart	attack.	This	is	potentially
lifesaving	 information.	 When	 you	 lower	 your	 cholesterol	 and	 blood	 pressure
through	 superior	 nutrition,	 you	 lower	 your	 risk	 of	 heart	 disease	 much	 more
radically	 than	 by	 using	 cholesterol-lowering	 drugs	 and	 blood	 pressure
medication	alone.

Other	 nutritional	 programs	 have	 demonstrated,	 in	 clinical	 practice	 and
research	trials,	effective	protection	against	and	reversal	of	heart	disease.	As	one
would	 expect,	 those	 programs	 are	 similar	 to	 this	 one.	 Effective	 nutritional
interventions	must	have	significant	similarities,	or	they	would	not	be	effective.

But	 the	 information	presented	in	 this	book	takes	this	science	a	step	further.
Based	on	my	twenty-five	years	of	clinical	experience	reversing	heart	disease	in
thousands	 of	 patients	 through	 nutritional	 excellence,	 this	 book	 provides	 the
clinical	 protocols,	 the	 medical	 management,	 and	 the	 detailed	 application
information	not	merely	to	prevent	and	reverse	heart	disease,	but	also	to	prevent
sudden	 cardiac	 death,	 stroke,	 and	 dementia.	My	 experience	with	 thousands	 of
patients	 has	 also	 given	 me	 invaluable	 insight	 so	 that	 I	 can	 give	 you	 the
information	that	allows	you	to	tailor	the	protocol	to	your	individual	needs.	What
you	 learn	 here	 will	 help	 you	 overcome	 obstacles	 to	 effective	 dietary	 change,
especially	 since	 dietary	 change	 can	 be	 challenging	 and	 unhealthy	 foods	 are
highly	addictive.

Existing	 heart	 ailments,	 obstructive	 atherosclerosis,	 and	CAD	 can	 improve
and	 eventually	 resolve.	 In	 addition,	 you	 can	 gradually	 reduce	 and	 eventually



eliminate	 your	 need	 for	 medications	 that	 treat	 high	 cholesterol,	 high	 blood
pressure,	 and	 type	2	diabetes.	This	book	delivers	 the	most	effective	method	 to
lose	 weight,	 lower	 cholesterol	 and	 high	 blood	 pressure,	 and	 reverse	 heart
disease,	 and	 it	 makes	 most	 medical	 care	 and	 medical	 interventions	 for	 heart
disease	 obsolete.	 Plus,	 the	 results	 happen	 quickly	 in	 most	 cases,	 immediately
lowering	risk	and	within	a	few	months	entirely	removing	the	risk	of	ever	having
a	heart	attack.

Over	 the	 past	 twenty-five	 years,	 I	 have	 counseled	 thousands	 of	 patients
who’ve	had	 advanced	heart	 disease,	many	of	whom	experienced	 angina	 (chest
pain)	or	were	told	they	needed	urgent	bypass	surgery	or	angioplasty.	Not	one	of
the	individuals	who	followed	my	nutritional	recommendations	ever	had	a	heart
attack	or	died	from	heart	disease.

I	 do	 believe	 that	 the	 risk	 goes	 down	 gradually,	 over	 time,	 when	 a	 person
follows	such	a	heart-protective	diet-style.	I	do	not	think	the	first	week,	or	even
the	 first	month,	will	 offer	 total	 protection	 against	 heart	 attacks,	 but	 as	months
pass,	I	am	certain	that	a	heart	attack	would	be	an	incredibly	rare	occurrence.

In	 my	 opinion,	 this	 lifesaving	 book	 should	 be	 distributed	 to	 every	 heart
patient	 in	 the	 United	 States	 because	 conventional	 care,	 with	 its	 usual	 poor
outcome,	 is	bad	medicine.	Cardiac	patients	 typically	worsen	and	usually	die	of
heart	disease	despite	the	finest	medical	management.	Every	physician	caring	for
people	presenting	with	heart	disease	should	offer	them	the	information	found	in
this	 book.	Not	 informing	 patients	 about	 this	 simple	 advice—advice	 that	 could
make	the	difference	between	life	and	death—should	be	considered	malpractice.

Patients	are	not	given	the	information	they	need	to	make	a	definitive	decision
to	not	 have	 a	 heart	 attack.	Many	may	 choose	 to	 eat	 the	 heart	 disease–causing
Standard	American	Diet	(SAD)	and	sprinkle	a	few	drugs	on	top	to	try	to	lessen
the	 risk	a	bit.	That’s	 their	 choice.	But	others—and	 I	hope	 this	 is	you—will	do
more.	 They	 will	 say	 “No!”	 to	 angina	 and	 heart	 attack.	 They	 will	 learn	 that
superior	 nutrition	 can	 reverse	 and	 prevent	 heart	 disease,	 and	 save	 them	 from
getting	some	other	diseases	as	well.

If	what	I	am	saying	is	true,	and	if	what	I	call	a	Nutritarian	diet-style	is	this
effective,	then	the	foundation	of	traditional	cardiology	is	subpar,	even	negligent.
If	a	patient	with	heart	disease	is	not	told	about	effective	dietary	interventions	and
instead	is	offered	only	drugs;	invasive,	interventional	procedures;	and	surgeries,
then	 that	 person	 is	 denied	 informed	 consent.	 That	 patient	 has	 effectively	 been
corralled	into	risky	interventions	that	are	expensive	and	high-tech—and	mostly
do	not	work.



I	hope	that	with	a	careful	review	of	the	information	and	scientific	references
in	this	book,	you,	working	with	your	doctor,	will	help	modify	the	way	medicine
is	practiced.	This	book	provides	comprehensive,	 informed	consent.	That	means
every	person	on	high	blood	pressure	medication,	or	offered	cholesterol-lowering
drugs	by	their	physicians,	should	be	advised	to	read	this	information	first.

In	addition,	 it	 is	critical	 that	any	patient	with	known	atherosclerosis	who	is
considering	an	intervention	such	as	angioplasty	or	bypass	surgery	should	be	told
that	 this	dietary	approach	 is	a	safer	and	more	effective	option.	 (Of	course,	 this
does	 not	 include	 people	who	 are	 in	 unstable	 or	 emergency	 situations,	 such	 as
those	in	an	emergency	room	having	a	heart	attack	or	with	unstable	angina	and	a
heart	attack	looming	shortly.)

The	following	case	history	makes	an	important	point,	showing	the	dramatic
effectiveness	of	this	approach	for	heart	disease.	It	demonstrates	what	I	have	seen
routinely	occur	and	the	time	frame	in	which	individuals	typically	see	results.

Barry’s	Story:	Dramatic	Change	in	Twelve	Weeks
I	went	to	Fort	Wayne,	Indiana,	to	give	a	lecture	to	a	large	church	group	of	more
than	seven	hundred	people.	Gaby	Henderson	coordinated	this	event.	She	had	lost
more	than	100	pounds	following	my	advice	and	had	kept	the	weight	off	for	more
than	four	years.	She	was	excited	about	sharing	my	Nutritarian	approach	with	her
community.

She	had	mentioned	to	me	in	a	prior	e-mail	correspondence	that	her	husband,
Barry,	 age	 53,	 was	 experiencing	 increasing	 chest	 pressure	 and	 shortness	 of
breath	with	exertion.	It	had	slowly	worsened	in	intensity,	to	the	point	where	he
could	 no	 longer	 run	 or	 even	 walk	 uphill.	 He	 called	 his	 diet	 “Fuhrman-light”
because	he	still	ate	out	almost	every	day,	in	addition	to	eating	the	healthy	food
Gaby	prepared	for	them	in	the	evening.	There	was	Barry,	sitting	right	in	the	front
row	of	the	church,	ready	to	listen	to	my	lecture.

While	we	were	waiting	for	people	to	arrive,	I	asked	him	how	he	was	feeling,
and	he	 told	me	 that	 recently	 the	pain	had	become	 significantly	worse.	He	had
been	experiencing	continuous	chest	pain,	even	at	rest,	since	the	previous	day.	In
fact,	he	was	having	chest	pressure	and	significant	discomfort	sitting	right	 there
in	his	chair.	Wow,	I	thought	to	myself.	He	had	really	waited	too	long	to	get	“on
board.”

I	 told	 him	 that	 he	was	 now	 in	 a	 potentially	 life-threatening	 position	 called
“unstable	angina,”	since	his	condition	had	advanced	to	the	point	that	he	felt	chest



pressure	even	at	rest	that	worsened	with	activity.	He	needed	to	go	the	emergency
room	immediately;	he	could	even	have	been	experiencing	a	heart	attack	at	 that
very	moment.

I	 don’t	 know	whether	 it	was	 because	 of	 his	 religious	 beliefs	 or	 his	 fear	 of
medical	 care,	 but	 he	 refused.	 Barry	 said	 he	 would	 rather	 die	 than	 go	 to	 the
hospital	and	be	treated	for	heart	disease,	and	he	asked	me	whether	I	would	still
help	him.

So	I	told	him	that	he	and	his	family	needed	to	be	aware	that	he	could	have	a
fatal	 heart	 attack	 at	 any	 time,	 because	 his	 condition	was	 unstable,	 and	 he	was
placing	himself	at	extremely	high	risk.

I	was	concerned	that	a	heart	attack	was	imminent.	Certainly,	I	did	not	want
Barry	 to	 die,	 and	 I	 did	 not	 want	 to	 be	 held	 responsible	 if	 something	 bad
happened.	But	he	adamantly	refused	medical	care.	Instead,	he	agreed	to	 let	me
totally	control	what	he	put	into	his	mouth.

I	told	him	that	he	should	not	make	any	decisions	about	what	to	eat	or	not	eat.
I	would	make	those	decisions	for	him,	and	I	would	also	talk	to	Gaby	about	his
dietary	and	supplemental	regimen	so	that	she	could	help	him,	too.

When	 he	 began	 the	 Nutritarian	 diet	 program,	 Barry,	 who	 was	 5	 feet	 10
inches	tall,	weighed	183	pounds	and	had	an	average	blood	pressure	of	160/108
mmHg.	Within	three	months,	he	lost	30	pounds	and	his	angina	symptoms	faded
away.	The	sensation	of	chest	pressure	lightened	in	a	few	days,	and	within	a	week
he	no	 longer	 experienced	 chest	 pain	 at	 rest.	His	 blood	pressure	 came	down	 to
130/80	during	 that	 first	week.	After	 two	to	 three	weeks,	he	was	able	 to	walk	a
few	blocks	without	experiencing	chest	pain.	After	eight	weeks,	he	was	able	 to
jog	without	symptoms.	And	after	twelve	weeks,	he	was	able	to	do	any	amount	of
physical	activity,	even	run	fast,	without	any	signs	of	angina.	After	one	year	on
the	program,	his	weight	was	down	to	154	pounds,	his	blood	pressure	averaged
112/75	mmHg,	and	he	continued	to	 live	in	excellent	health	without	any	angina
symptoms.

In	 twelve	weeks,	Barry	went	 from	being	 a	 cardiac	 cripple,	 unable	 to	walk
without	pain	and	hovering	close	to	death’s	door,	to	feeling	normal—all	without	a
stress	test,	cardiac	catheterization,	stent	placement,	or	bypass	surgery.	He	would
still	 have	 been	 recovering	 and	 rehabbing	 from	 bypass	 surgery	 at	 that	 twelve-
week	point	if	he	had	gone	to	the	emergency	room,	yet	in	the	same	time	frame,
after	a	different	choice,	he	was	essentially	cured.

Barry	never	should	have	waited	until	his	condition	was	so	precarious	to	seek
help.	But	 even	with	 the	most	 severely	 obstructed	 patients,	 this	 life-threatening



condition	 can	 completely	 resolve	 quickly	 with	 dietary	 intervention	 alone.	 Of
course,	Barry’s	atherosclerosis	was	not	entirely	gone	within	those	twelve	weeks,
but	it	will	continue	to	lessen	as	he	stays	on	the	program.	Most	importantly,	his
vulnerable	(most	dangerous)	plaque	transformed	and	became	nonvulnerable	and
nonobstructing.

This	 simple,	 illustrative	 case	makes	 an	 important	 point	 and	 is	 an	 excellent
teaching	 tool,	 especially	 when	 you	 recognize	 that	 bypass	 surgery	 and
angioplasty	 do	 not	 prevent	 future	 cardiac	 events	 or	 extend	 life	 span	 in	 heart
patients.	These	procedures	just	relieve	symptoms	temporarily,	 like	a	Band-Aid,
while	 the	 disease	 process	 remains	 and	 advances	 throughout	 the	 coronary
vasculature.1	In	Barry’s	case,	his	reversal	reflected	a	true	reduction	of	risk,	not	a
temporary	fix	like	one	gets	from	drugs	and	surgical	interventions.

Where	Is	the	Evidence?
As	you	 read	 this	book,	 it	 is	helpful	 to	be	aware	of	 the	hundreds	of	 references,
and	 the	 large	 body	 of	 knowledge,	 that	 lead	 to	 the	 inescapable	 conclusions
reported	 here.	 It	 is	 not	 only	 my	 experience,	 case	 histories,	 and	 recorded	 and
published	 medical	 journal	 data	 that	 lend	 evidence	 to	 the	 effectiveness	 of	 this
approach.	Many	other	physicians,	scientists,	and	researchers	have	evaluated	and
contributed	to	these	conclusions	as	well.

As	more	 scientific	 studies	 and	 corroborating	 evidence	 become	 available	 in
the	 future,	 the	 information	 will	 encourage	 more	 physicians	 and	 health
professionals	 to	embrace	this	approach	with	enthusiasm.	But	the	truth	is,	 it	has
been	happening	already.	The	results	keep	coming	in	that	a	nutrient-dense,	plant-
rich	 (NDPR)	 Nutritarian	 diet	 is	 extremely	 effective	 in	 protecting	 against	 and
reversing	heart	disease.

A	recently	published	case	series	and	survey	study	evaluating	more	than	one
thousand	individuals	following	my	dietary	recommendations	to	various	degrees
offered	compelling	results	documenting	the	effectiveness	of	this	approach	in	the
general	population.2	It	is	important	to	note	that	the	results	reported	on	the	group
of	 participants	 80	 percent	 or	 more	 compliant	 with	 my	 recommendations.
Numerous	 individual	 cases	 demonstrating	 reversal	 of	 even	 advanced	 heart
disease	 were	 presented	 in	 this	 study.	 Of	 the	 443	 individuals	 with	 high	 blood
pressure,	the	average	drop	in	systolic	blood	pressure	after	a	Nutritarian	diet	was
followed	 for	 at	 least	 one	 year	 was	 26	 mmHg.	 In	 contrast,	 standard	 blood



pressure	medications	lower	systolic	blood	pressure	on	average	about	10	mmHg.3
The	 drop	 for	 the	Nutritarian	 patients	 in	 diastolic	 blood	 pressure	was	 about	 15
mmHg.	These	 results	 dwarf	what	 can	be	 achieved	with	 routine	blood	pressure
medications—and	 they	 are	 achieved	 without	 the	 risks	 of	 side	 effects.	 Similar
dramatic	benefits	were	seen	for	lowering	cholesterol	and	body	weight	reduction,
and	I	discuss	the	details	of	this	study	in	Chapter	3.

There	will	 always	 be	 those	who	 insist	 that	 the	 evidence	 presented	 and	 the
results	reported	are	not	sufficient.	But	take	a	moment	to	consider,	what	is	their
motivation	for	doubting	the	consistent	lifesaving	outcomes	resulting	from	using
this	 nutritional	 method?	 I	 chose	 the	 cases	 highlighted	 in	 this	 book	 for	 their
severity	 and	 teaching	 points.	 But	 thousands	 more	 people	 have	 experienced
lifesaving	results	from	following	my	guidance.

I	am	not	the	only	physician	using	the	methods	described	within	these	pages.	I
communicate	regularly	with	many	doctors	specializing	in	lifestyle	medicine	who
use	 this	 program	 with	 what	 have	 to	 be	 considered	 phenomenal	 results,	 by
anyone’s	 standard.	Many	of	my	patients	 have	described	what	 has	happened	 to
them	as	“a	medical	miracle.”	 I’ve	heard	 these	words	 time	and	 time	again,	 and
they	demonstrate	that	heart	disease	is	not	the	inevitable	consequence	of	aging—
instead,	our	food	is	killing	us.

Certainly,	much	more	scientific	 investigation	 is	needed	for	 this	 information
to	 fully	 permeate	 society	 and	 the	 medical	 industry.	 Some	 of	 those	 additional
studies	are	being	performed	right	now.	I	am	devoting	much	of	my	time,	effort,
and	 resources	 to	making	such	 studies	happen.	But	make	no	mistake:	Although
this	additional	data	may	be	needed	to	persuade	the	skeptics,	it	is	not	needed	for
you	to	benefit	from	this	information	today.

Implementing	 this	 lifesaving	 strategy	 today	 can	 save	 your	 life.	 It	 has
happened	 already—not	 hundreds,	 but	 thousands	 of	 times,	 to	 people	 all	 across
our	country	and	many	around	the	world	who	have	used	this	approach	to	reverse
their	heart	disease.

This	 year,	more	 than	 seventeen	million	people	will	 die	 from	heart	 disease.
More	die	of	heart	disease	 than	AIDS	and	all	cancers	combined.	Not	only	does
sudden	cardiac	death,	in	most	cases,	give	no	warning—half	of	those	victims	are
younger	than	age	65.

In	2011	the	total	cost	of	treating	cardiovascular	disease	in	the	United	States
was	 $320	 billion;	 in	 comparison,	 the	 estimated	 total	 cost	 of	 treating	 cancer	 in
2009	was	$217	billion.4	But	that	is	only	the	beginning:	How	do	we	measure	the



pain,	 suffering,	 and	 emotional	 distress	 thrust	 on	 individuals	 and	 families	 as	 a
result	of	the	staggering	epidemic	of	broken	hearts?	It	is	even	more	tragic	when
you	 contemplate	 that	 all	 this	 suffering	 and	 premature	 death	 does	 not	 have	 to
happen.	And	yet	it	continues,	despite	modern	medical	facilities	and	some	of	the
best	medical	care	available	in	the	world.

Every	hour	across	the	United	States,	patients	go	to	their	physicians	with	high
blood	pressure,	high	cholesterol,	and	glucose	intolerance,	or	diabetes.	They	are
put	on	medications,	and	(generally)	they	are	never	told	that	changing	their	diets
could	rid	them	of	their	problems,	and	even	save	their	lives.

Very	 often,	 doctors	 believe	 that	 dietary	 modifications	 this	 effective	 are
simply	 too	difficult	 for	most	 people	 to	 follow	and	 stick	with.	They	 rationalize
this	belief	by	telling	themselves	that,	since	patients	won’t	do	it	anyway,	what’s
the	use	in	taking	the	time	to	educate	them?

This	is	an	opinion	that	I	heard	in	medical	school,	and	I	still	hear	it	now	from
some	cardiologists	and	endocrinologists.	The	general	consensus	is:	“Oh	yeah,	I
know	it	can	work,	but	I	 tried	that	and	nobody	would	listen.	It’s	 just	a	waste	of
time.	People	want	a	pill;	 they	aren’t	going	 to	 radically	change	 their	habits	and
their	diets.”	They	recognize	that	the	conventional	approach	is	not	ideal,	but	they
rationalize	their	treatment	choice.

Some	doctors	have	given	up	because	 they	believe	 they	 can’t	make	enough
money	 if	 they	 change	 their	 practice,	 and/or	 they	 don’t	 want	 to	 practice
differently	 from	 their	 peers.	 They	 just	 continue	 what	 they	 were	 taught,	 even
though	it	doesn’t	work.

Fortunately,	 I	 see	 that	 this	 status	 quo	 is	 changing	 rapidly.	 The	 American
College	of	Lifestyle	Medicine	has	been	growing	by	leaps	and	bounds.	More	and
more	 doctors	 are	 recommending	 that	 patients	 embrace	 significant	 dietary
change.	 Leading	 hospitals	 and	 research	 institutions	 are	 setting	 up	 centers	 of
lifestyle	 medicine	 and	 utilizing	 and	 testing	 nutritional	 approaches.	 Top
physicians	and	scientists	are	recognizing	that	this	information	is	sorely	needed	to
help	 our	 suffering	 population—and	 many	 of	 them	 are	 eating	 this	 way
themselves.

Many	doctors	today	realize	that	patients	suffer	and	die	needlessly	when	they
do	not	give	those	patients	the	information	they	need	to	save	their	 lives.	That	is
why	this	book	is	so	important.	A	little	bit	of	knowledge	does	not	work	very	well.
People	need	all	the	right	information	to	make	the	right	decisions	for	their	lives.

What	 I	 call	 “standard”	 medical	 care	 is	 ending.	 Doctors	 can	 no	 longer
effectively—or	ethically—treat	patients	with	medications	without	discussing	the



power	and	absolute	necessity	of	nutritional	interventions.
I	 am	 not	 limiting	 my	 definition	 of	 “standard”	 medical	 care	 to	 the	 use	 of

coronary	angioplasty	and	bypass	surgery.	I	am	referring	to	the	uses	and	abuses
of	the	prescription	pad	as	well.

Imagine	 that	 a	 physician	 notes	 that	 her	 elderly	 patient	 has	 high	 blood
pressure	 and	 writes	 a	 prescription.	 In	 many	 cases,	 the	 doctor	 will	 soon	 get	 a
phone	 call	 telling	 her	 that	 the	 patient	 fell,	 fractured	 a	 hip,	 and	 is	 now	 in	 the
hospital.	 As	 surprising	 as	 this	 sounds,	 it	 is	 not	 an	 unusual	 event.	 In	 fact,	 in
people	 66	 years	 and	 older,	 the	 likelihood	 of	 hip	 fracture	 increases	 almost	 50
percent	during	the	first	six	weeks	of	starting	blood	pressure	medication.5

This	“prescription	pad”	approach	to	medicine	raises	a	great	many	questions:
Was	 this	patient	 told	 that	 there	was	a	safer	option	 to	 lowering	blood	pressure?
Was	 this	patient	 informed	of	 the	 increased	 risk	of	hip	 fracture	with	 the	use	of
medication?	 Was	 this	 patient	 told	 of	 studies	 that	 demonstrate	 a	 50	 percent
increased	 risk	 of	 breast	 cancer	 for	 people	 taking	 certain	 blood	 pressure
medications?	What	if	a	statin	drug	caused	liver	failure,	requiring	hospitalization?
What	if	the	patient	died	or	suffered	brain	damage	while	undergoing	angioplasty
or	bypass	surgery?	It	all	comes	down	to	one	critically	important	question:	Why
wasn’t	the	patient	informed	that	there	was	a	safer,	more	effective	option?

Things	are	changing	because	the	way	medicine	has	been	typically	practiced
has	 resulted	 in	 needless	 suffering	 and	 the	 needless	 death	 of	 patients.	 Patients
may	 choose	 not	 to	 comply	 with	 dietary	 recommendations,	 but	 that	 should	 be
their	decision,	not	 the	doctor’s.	All	people	who	visit	a	 family	doctor,	 internist,
endocrinologist,	or	cardiologist	have	a	right	to	know	that	they	have	the	potential
to	get	well	without	being	exposed	to	the	risks	that	medical	care	can	create.	This
is	especially	true	when	so	many	medical	procedures	and	medications	have	been
adequately	demonstrated	to	have	negative	consequences.

Since	 heart	 disease	 and	 stroke	 are	 now	 the	 leading	 causes	 of	 death
worldwide,	 I	 think	 every	 adult	 should	 be	 aware	 of	 the	 superior	 power	 of
nutritional	 excellence	 to	 treat	 and	 eliminate	 heart	 disease,	 compared	 with	 the
unimpressive	 results	 associated	 with	 standard	 cardiovascular	 medicine.	 This
information	is	of	vital	importance	and	impacts	every	man,	woman,	and	child.	It
should	be	taught	in	our	schools.

Certainly,	all	doctors	caring	for	adults	should	be	making	an	effort	to	inform
their	clients	of	 this	 information.	Any	doctor	who	fails	 to	do	so	 is	violating	 the
physician’s	 oath—“First,	 do	 no	 harm”—and	 is	 breaking	 the	 rule	 of	 informed
consent.



If	your	physician	 is	 recommending	or	making	 this	 information	available	 to
you,	 then	you	are	working	with	 an	 enlightened	 individual.	Providing	you	with
the	tools	to	recover	your	health	demonstrates	your	doctor’s	goodwill	toward	you.
The	hope	that	you	can	get	well	is	a	form	of	care	of	the	highest	magnitude.	The
role	of	doctor-as-teacher	is	the	most	valuable	part	of	health	care	because	correct
information	saves	lives.

I	 have	 cared	 for	 thousands	 of	 patients	 with	 cardiovascular	 disease,	 and
thousands	of	individuals	whom	I	have	never	met	have	read	my	books,	received
guidance	 via	 my	 website,	 and	 followed	 my	 advice.	 Of	 the	 more	 than	 ten
thousand	individuals	whom	I	have	counseled	over	the	years,	most	were	seriously
ill	and	often	at	a	phase	in	their	disease	evolution	that	was	extremely	serious.	The
results	of	following	this	nutritional	protocol	have	been	consistent	and	dramatic.
Even	 people	 with	 the	 most	 advanced	 disease	 were	 able	 to	 see	 dramatic
improvements	 in	 their	 conditions,	 with	 the	 vast	 majority	 achieving	 complete
recovery	and	becoming	able	to	discontinue	all	medications.

Of	 course,	 no	 dietary	 approach	 to	 heart	 disease	 and	 diabetes	 will	 succeed
without	 attention	 to	 other	 risk	 factors.	 It	 is	 critically	 important	 to	 alter	 a
sedentary	 lifestyle,	 to	 stop	 smoking,	 and	 to	 get	 enough	 sleep.	 The	 road	 to
wellness	involves	making	a	commitment	to	a	healthy	lifestyle.

When	they	started	this	dietary	approach,	many	of	these	individuals	were	not
able	to	exercise—some	could	hardly	even	walk.	But	the	inability	to	exercise	did
not	 prevent	 them	 from	 obtaining	 dramatic	 benefits.	 In	 fact,	 most	 often,	 those
who	adopt	this	approach	regain	the	ability	to	be	active	and	in	time	learn	to	enjoy
exercising	 after	 they	 have	 already	 made	 a	 significant	 recovery.	 Exercise	 and
activity	 are	 helpful;	 however,	 being	 unable	 to	 exercise	much,	 or	 at	 all,	 at	 the
beginning	will	not	prevent	this	approach	from	working	for	you.

What	is	so	disappointing	is	seeing	so	many	people	suffer	and	die	needlessly
—especially	the	millions	of	people	who	were	never	told	that	they	did	not	have	to
die	prematurely;	they	had	the	opportunity	to	recover.	I	am	writing	this	book	with
the	hope	that	it	can	reach	a	vast	number	of	people.	I	hope	that	it	will	prove	useful
to	 both	 patients	 and	physicians	 in	 evaluating	 the	 risks	 and	benefits	 of	medical
care	 versus	 nutritional	 excellence,	 and	 in	 delineating	 the	 precise	 nutritional
recommendations	for	optimal	protection	and	recovery.

Having	or	not	having	heart	disease	is	merely	a	decision,	because	ultimately,
it	 is	all	up	 to	you.	Your	doctor	cannot	force	you	to	do	anything;	he	or	she	can
only	present	the	options.	It	is	your	life—and	you	get	only	one	chance	to	live	it.	I
hope	you	choose	to	make	this	life	a	healthy,	joyful,	and	long	one.



My	 sincere	 wish	 is	 that	 you	 and	 your	 doctor	 receive	 tremendous	 joy	 and
satisfaction	 from	 monitoring	 your	 recovery	 and	 taking	 part	 in	 your	 healing.
Thank	you	for	giving	me	the	opportunity	 to	play	a	role	 in	helping	you	achieve
better	 health.	 I	 applaud	 all	 physicians	who	 reeducate	 themselves	 and	 buck	 the
medical	establishment	to	give	their	patients	a	better	quality	of	care.

I	have	 taken	every	effort	 to	make	sure	 that	all	 the	data	and	scientific	evidence
quoted,	 discussed,	 and	 referenced	 in	 this	 book	 are	 accurate.	 If	 any	 scientist,
physician,	or	researcher	finds	an	error,	I	would	appreciate	that	it	be	brought	to
my	 immediate	attention,	so	 it	can	be	remedied.	Even	 though	 the	 information	 is
not	yet	the	“standard	of	care”	in	medicine	in	the	United	States,	I	invite	scientific
and	medical	readers	who	investigate	this	evidence	to	see	whether	they	disagree
with	the	conclusions	drawn	from	logic,	experience,	and	conservative	sensibility.



CHAPTER	ONE

Food	Can	Either	Kill	or	Heal,	the	Choice	Is
Yours

The	standard	American	diet	(SAD)	is	heartbreaking—in	the	most	literal	sense
of	the	word.	It	damages	the	heart	in	almost	every	single	person	who	eats	it.	Heart
disease	and	strokes	kill	about	half	of	all	Americans,	and	that	does	not	mean	that
atherosclerosis	(blood	vessel	hardening	and	plaque	deposition)	develops	in	only
half	of	the	people	in	this	country.	The	only	reason	cardiovascular	disease	doesn’t
kill	most	of	 the	other	half	 is	because	cancer	or	 some	other	diet-related	disease
kills	 them	first.	The	diet-style	of	most	Americans	is	overwhelmingly	unhealthy
and	 causes	 atherosclerosis	 in	 everyone	 who	 eats	 conventionally.	 The	 result	 is
that	almost	all	Americans	develop	heart	disease,	regardless	of	genetics.	Autopsy
studies	on	adult	Americans	of	all	ages	who	die	in	car	accidents	show	that	more
than	90	percent	of	them	have	some	degree	of	atherosclerotic	heart	disease.1

It	 is	a	simple	fact	 that	certain	foods	lead	to	superior	health	and	other	foods
lead	 to	 ill	health.	 It	 is	 impossible	 to	not	gradually	damage	blood	vessels	when
you	regularly	consume	disease-causing	foods.	And	it	is	also	almost	impossible	to
escape	 from	 the	 biological	 laws	 of	 cause	 and	 effect	 even	 if	 you	 are	 taking
medicine	to	offset	the	symptoms;	the	negative	effects	of	the	modern	eating	style
in	most	of	the	modern	world	are	too	powerful	to	overcome.	The	SAD	is	deadly;
that	 is	why	I	often	call	 it	 the	DAD,	or	deadly	American	diet.	And,	 this	way	of
eating	has	permeated	much	of	the	world	today.

CASE	HISTORY:	PROOF	FROM	A	PATIENT

I	 was	 always	 overweight	 and	 battling	 it	 with	 every	 fad	 diet	 there	 was,
without	success.	So	I	gave	up	trying	to	lose	weight.	For	over	a	decade	I	had
nasal	polyps	and	was	frequently	on	steroids	and	antibiotics.	In	August	2013,



at	age	35,	I	was	trying	to	get	medically	cleared	to	have	surgery	on	my	nose.
At	the	cardiologist’s	office,	I	weighed	303	pounds.	Several	nurses	took	my
blood	pressure	and	 then	brought	 in	 the	doctor,	who	 told	me	 that	my	blood
pressure	was	265	over	140.	He	said	that	I	couldn’t	leave	his	office	unless	I
went	 straight	 to	 the	 emergency	 room.	 He	 even	 suggested	 I	 take	 an
ambulance	there.	I	thought	they	were	crazy.

Eventually,	I	was	pumped	full	of	pills	until	I	vomited.	I	wound	up	taking
as	much	medication	 as	my	 stomach	 could	 tolerate,	 and	my	blood	pressure
was	still	high.	I	was	only	35,	my	wife	was	pregnant,	and	I	was	going	to	die
of	a	heart	attack.	To	make	matters	worse,	my	mother	died	of	a	heart	attack	at
age	38,	when	I	was	just	5	years	old.	That	I	could	leave	my	wife	and	child	in
the	same	awful	circumstances	my	mother	left	me	in	was	a	wake-up	call.

I	 tried	 dieting,	 controlling	 portions,	 and	 working	 out.	 I	 also	 did	 four
cycles	of	hCG	hormone	shots.	I	was	given	injections	for	diabetes,	too.	And
with	 all	 this	 effort	 I	 lost	26	pounds	 in	 eighteen	months,	 and	 I	 still	was	no
better.	 I	 thought	 I	 just	was	a	 “big	guy”	and	 I’d	 lost	my	opportunity	 to	get
healthy	and	improve	my	life.

Then	my	diet	coach	introduced	me	to	the	Fuhrman	plan.	In	three	months,
I	 lost	74	pounds.	 I	am	now	down	to	203	pounds	and	my	blood	pressure	 is
great	 and	 I	 don’t	 need	medications	 anymore.	My	 polyps	 shrank	 and	most
disappeared.	 I	 can	 do	 push-ups	 and	 chin-ups	 and	 run	 like	 I	 never	 could
before.	 The	 number	 of	 benefits	 I	 have	 felt	 in	 all	 aspects	 of	 my	 life	 are
amazing	and	outweigh	a	hundred	times	needing	junk	food,	meat,	or	cheese
on	my	plate.	I	am	also	enjoying	new	delicious	foods	I	never	knew	tasted	so
good.

David	Montanaro

Atherosclerosis	starts	 in	childhood,	even	in	 infancy	for	 those	 infants	whose
mothers	 eat	 the	 SAD	 during	 pregnancy.	 Atherosclerotic	 plaque	 develops	 over
decades,	with	sickness	and	death	mostly	occurring	later	in	life.	With	the	growing
waistlines	of	our	population	and	 the	 increased	consumption	of	processed	foods
and	fast	foods	over	the	past	few	decades,	we	are	observing	more	diabetes,	more
strokes,	and	more	serious	diseases	in	younger	people.	In	men	older	than	50	and
women	 older	 than	 60,	 the	 rate	 of	 atherosclerosis	 accelerates	 and	 the	 vessels
become	stiffer	and	less	flexible,	increasing	the	risks	associated	with	blood	vessel
disease.



Certainly,	 some	 acquired	 and	 genetic	 defects	 are	 not	 caused	 by	 diet,	 but
those	are	 the	 rare	exceptions.	We	are	often	 told	 that	high	blood	pressure,	high
cholesterol,	diabetes,	and	heart	disease	are	consequences	of	aging	and	genetics
and	that	all	we	can	do	to	mitigate	them	is	take	the	medications	prescribed.	Our
“numbers”	 may	 look	 better,	 but	 the	 underlying	 disease	 process	 worsens	 each
year.	 But	 these	 issues	 are	 not	 predominantly	 the	 direct	 result	 of	 genetics	 and
need	not	be	the	expected	outcome	of	aging.	Superior	nutrition	can	prevent	high
blood	pressure	and	CAD	from	ever	occurring	at	all	stages	of	life.

Some	authors	and	advice-givers	claim	that	eating	meat	and	fat	is	the	culprit;
others	claim	that	you	can	eat	all	the	meat	and	fat	you	want	and	that	the	culprit	is
sugar.	The	reality	is	that	both	excess	simple	sugars	and	excess	animal	products
promote	atherosclerosis	and	heart	disease.	This	has	been	well	documented	and
will	 be	 discussed	 in	 detail	 later.	 In	 order	 for	 you	 to	 really	 have	 the	 tools	 and
motivation	 to	 prevent	 and	 reverse	 heart	 disease,	 you	 need	 to	 have	 a	 degree	 of
expertise	 in	nutritional	 science.	This	 requires	knowing	what	 is	wrong	with	 the
way	people	are	eating	 today,	as	well	 as	understanding	 the	 therapeutic	value	of
certain	foods.

I	divide	food	into	four	main	categories:
	

•		Produce
	

•		Refined	or	highly	processed	foods
	

•		Whole	grains
	

•		Animal	products

In	the	typical	American	diet	about	30	percent	of	calories	come	from	animal
foods	 such	as	dairy,	meat,	 eggs,	and	chicken,	and	about	55	percent	of	calories
come	 from	 processed	 foods	 such	 as	 pasta,	 bread,	 soda,	 oils,	 sugar,	 puffed
cereals,	pretzels,	and	other	adulterated	products.	This	means	that	only	about	15
percent	 of	 calories	 come	 from	 a	 combination	 of	 whole	 grains	 and	 produce.
Cancer	and	heart	disease	are	the	inevitable	consequences.	It	is	essential	for	your
health	and	survival	to	reduce	both	processed	foods	and	animal	products	in	your
diet	and	replace	those	calories	with	more	vegetables,	fruits,	whole	grains,	beans,
nuts,	and	seeds.	This	can	improve	the	health	of	people	in	modern	countries	the
world	over,	as	well	as	dramatically	reduce	health-care	costs.



The	Deadly	American	Diet
The	SAD,	or	the	deadly	American	diet	(DAD),	includes	only	a	small	amount	of
produce,	particularly	greens,	mushrooms,	onions,	seeds,	and	colorful	vegetables
and	fruits.	This	leads	to	an	overall	deficiency	in	micronutrients,	especially	in	the
antioxidants	and	phytochemicals	necessary	for	normal	health,	cellular	repair,	and
immune	 function.	These	nourishing	unrefined	plant	 foods	 are	 rich	 in	 fiber	 and
nutrients	 that	help	prevent	cancer	and	protect	blood	vessels,	yet	Americans	eat
very	little	of	them.	Almost	every	nutritional	scientist	in	the	world	agrees	that	we
need	to	eat	more	vegetables,	beans,	seeds,	and	nuts	and	less	processed	foods.

THE	DEADLY	AMERICAN	DIET

There	 is	 one	 thing	 that	 all	 powerful,	 long-term,	 and	 large	 epidemiological
studies	have	in	common,	and	that	is	the	demonstrated	benefits	from	eating	more
vegetables,	 beans,	 nuts,	 and	 seeds.	 This	 common	 denominator	 of	 more	 plant
foods	and	less	animal	products	is	also	seen	in	all	the	so-called	Blue	Zones	of	the
world,	that	is,	where	the	people	who	have	the	longest	life	expectancy	live.	The
population	with	the	longest	documented	life	expectancy	in	the	world	doesn’t	eat
any	 meat	 at	 all:	 the	 subset	 of	 the	 Seventh-Day	 Adventists	 in	 Loma	 Linda,
California,	who	are	vegetarians	and	regularly	eat	nuts	and	seeds.

When	the	Mediterranean	diet	was	evaluated	in	the	large	PREDIMED	study,
the	 data	 corroborated	 that	 the	 more	 produce	 and	 the	 less	 animal	 products
consumed,	 the	 greater	 the	 longevity	 enhancement.	 This	 pattern	 held	 to	 a
consistent	 dose-dependent	 relationship,	 meaning	 that	 each	 serving	 of	 plants



extended	 life	 span	 more	 and	 each	 serving	 of	 animal	 products	 decreased	 it
accordingly.	 The	 benefits	 were	 dramatic:	 Cutting	 back	 on	 animal	 products	 by
two-thirds,	to	one	serving	a	day	instead	of	three,	reduced	deaths	by	more	than	40
percent.2

Other	 large-scale	 studies	 have	 confirmed	 the	 same	 thing.	 Of	 particular
interest	is	the	2012	article	“Low-Carbohydrate,	High-Protein	Diet	and	Incidence
of	 Cardiovascular	 Diseases	 in	 Swedish	Women:	 Prospective	 Cohort	 Study.”3
The	researchers	followed	more	than	forty-three	thousand	women,	30	to	49	years
old,	for	more	than	fifteen	years.	The	study	was	notable	for	the	large	number	of
participants	and	the	care	 taken	to	access	 the	degree	of	dietary	adherence	to	 the
high-protein,	low-carbohydrate	diet	protocol.	The	researchers	gave	the	subjects	a
diet	score	from	1	to	20	based	on	how	closely	they	followed	the	low-carb,	high-
protein	 dietary	 pattern.	 Those	with	 the	 lowest	 diet	 score	were	 eating	 the	 least
amount	of	animal	products,	and	those	who	were	eating	the	most	were	scored	as
20.

The	 researchers	 tracked	 cardiovascular	 events	 for	 years	 and	 found	 a	 dose-
dependent	increase	in	risk:	a	5	percent	increase	in	risk	of	cardiovascular	events
per	2-point	increase	in	the	low-carb,	high-protein	diet	adherence	score.	Overall,
a	60	percent	increased	risk	of	cardiovascular	events	was	seen	in	women	adhering
to	 a	 low-carb,	 high-protein	 diet	 (diet	 score	 greater	 than	 16).	 The	 results	 also
showed	 a	 gradual	 and	 consistent	 increased	 risk	 of	 experiencing	 cardiovascular
disease	and	cardiovascular	death	with	a	higher	consumption	of	animal	products
and	reduction	 in	plant	 food.	The	researchers	compared	 these	 results	with	 those
from	at	least	four	other	studies	that	examined	the	same	issue	and	found	that	their
results	 were	 consistent	 with	 those	 from	 these	 earlier,	 smaller	 studies.	 These
results	 collectively	 offer	 conclusive,	 indisputable	 evidence	 that	 diets	 low	 in
protective	plant	foods	and	high	in	animal	products	are	dangerous.

It	 is	not	merely	the	fat	 in	animal	products	that	can	promote	atherosclerosis,
but	also	the	high	concentration	of	biological	protein.	It	has	been	demonstrated	in
animal	studies	for	decades	that	saturated	fat	and	cholesterol	alone	do	not	account
for	 all	 the	 increased	 atherosclerosis	 seen	with	 increases	 in	 animal	protein	over
plant	 protein.4	When	 you	 eat	 more	 animal	 products,	 you	 develop	 more	 heart
disease,	and	not	merely	because	of	the	fat	or	type	of	fat	they	contain.	One	thing
we	 know	 for	 sure:	 animal	 products	 do	 not	 contain	 the	 longevity-promoting
antioxidants	 and	 phytochemicals	 that	 plants	 have,	 but	 modern	 science	 is
uncovering	other	important	reasons	accounting	for	these	findings.



Study	data	in	humans	show	a	strong	association	in	various	countries	between
the	amount	of	animal	protein	eaten	and	heart	disease	deaths.5	In	2004,	scientists
looking	 at	 the	 Iowa	 Women’s	 Health	 Study,	 which	 followed	 twenty-nine
thousand	 women	 for	 more	 than	 fifteen	 years,	 addressed	 this	 issue	 head-on.6
Instead	 of	 comparing	 which	 of	 the	 potential	 negatives	 was	 worse,	 animal
products	 or	 processed	 carbohydrates,	 researchers	 isolated	 the	 effects	 of	 animal
protein	 and	 compared	 protein	 derived	 from	 animals	with	 protein	 derived	 from
plants.

They	found	a	40	percent	lower	risk	of	heart	disease	deaths	in	women	whose
eating	pattern	was	higher	in	vegetable	protein	and	lower	in	animal	protein.	These
benefits	were	not	seen	from	eating	more	whitish	plant	foods,	such	as	bread,	rice,
and	potatoes,	but	only	with	vegetables,	beans,	seeds,	and	nuts,	which	are	higher
in	plant	protein.	There	was	a	30	percent	decrease	in	heart	disease	deaths	with	the
highest	intake	of	vegetables,	along	with	a	lower	intake	of	animal	protein.	When
the	foods	were	studied	individually,	it	was	found	that	meat	and	dairy	increased
risk,	while	nuts,	vegetables,	and	beans	decreased	risk	significantly.

In	short,	we	have	lots	of	conclusive	evidence	to	support	the	need	to	eat	more
vegetables	and	less	animal	products	in	general.

Research	 studies	 funded	 by	 various	 commercial	 concerns	 have	 sought	 to
deny	 this	 relationship	 and	 protect	 their	 favored	 foods	 by	 demonstrating
conflicting	findings.	You	can	always	show	that	a	food	is	good,	rather	than	bad,
when	you	use	it	in	place	of	something	worse.	What	is	typically	done	to	achieve
results	 showing	 that	 animal	 products	 are	 not	 harmful	 is	 to	 reduce	 animal
products	 somewhat	 and	 replace	 them	 with	 more	 refined,	 high-glycemic
carbohydrates.	This	 can	demonstrate	 an	even	worse	outcome,	 thus	exonerating
the	 animal	 product	 in	 question.	 These	 conflicting	 studies	 that	 attempt	 to
vindicate	 animal	 products	 prove	 nothing	 because	 when	 refined	 products	 are
replaced	with	vegetables,	nuts,	seeds,	and	beans,	disease	rates	always	go	down;
and	when	animal	products	are	replaced	with	vegetables,	nuts,	seeds,	and	beans,
disease	rates	always	go	down	too.

What	Is	a	Nutritarian	Diet?
I	recommend	a	diet	rich	in	vegetables.	This	plant-rich	diet	also	contains	beans,
fresh	fruit,	nuts	and	seeds,	and	whole	grains.	Animal	products	are	permitted,	but
in	smaller	quantities	than	are	usually	consumed.	I	call	it	a	Nutritarian	diet.	It	has



also	been	called	the	nutrient-dense,	plant-rich	diet,	or	NDPR	diet.	It	is	a	dietary
style	that	is	rich	in	the	nutrients	that	humans	need	to	maintain	good	health.

A	 Nutritarian	 diet	 has	 no	 fundamental	 philosophical,	 ethical,	 social,	 or
environmental	objectives.	Its	primary	objective	is	to	enable	individuals	to	enjoy
a	 diet-style	 that	 is	 the	 most	 longevity-promoting	 and	 the	 most	 therapeutically
effective	 for	 the	 prevention	 and	 treatment	 of	 common	 chronic	 diseases.	 Its
foundation	 is	 designed	 from	an	 unbiased	 and	 comprehensive	 evaluation	 of	 the
preponderance	of	scientific	evidence	on	the	subject.

A	Nutritarian	diet	can	be	flexitarian	(that	is,	containing	a	limited	amount	of
animal	products)	or	be	vegan	(no	animal	products	at	all),	depending	on	personal
preferences	 and	 individual	 needs.	 A	 Nutritarian	 diet-style,	 designed	 to
maximally	 support	 health	 and	 longevity	 in	 a	 diverse	 population	base,	 has	 four
distinguishing	characteristics:

	

1. It	 is	 nutrient	 dense.	 The	 Nutritarian	 diet-style	 strives	 to	 be	 high	 in
micronutrients	per	calorie.	It	achieves	this	with	increased	consumption	of
nutrient-rich	 plants,	 such	 as	 greens,	 berries,	 seeds,	 and	 other	 colored
produce.

	

2. It	 is	 hormonally	 favorable.	 The	 Nutritarian	 diet-style	 strives	 to	 avoid
excess	hormones,	especially	excess	insulin	and	insulin-like	growth	factor-
1	 (IGF-1)	 (read	 more	 below),	 that	 can	 promote	 fat	 storage,	 premature
aging,	and	cancer.

	

3. It	 is	 comprehensively	 adequate.	 The	 Nutritarian	 diet-style	 strives	 to	 be
nutritionally	 adequate	 in	 a	 comprehensive	 fashion,	 using	 supplements
(when	 deemed	 necessary	 on	 the	 basis	 of	 dietary	 history	 and	 available
blood	work)	to	assure	optimal	levels	of	vitamins	D	and	B12,	iodine,	zinc,
eicosapentaenoic	acid	(EPA),	and	docosahexaenoic	acid	(DHA).

	

4. It	 avoids	 toxins.	 The	 Nutritarian	 diet-style	 strives	 to	 avoid	 foods



containing	 toxins,	carcinogens,	 infectious	agents,	and	other	contaminants
that	can	contribute	to	food-related	morbidity	and	mortality.

Scientific	advancements	have	enabled	researchers	to	measure	parameters	of
aging	 and	markers	 of	 disease.	 It	 is	well	 established	 that	modest	micronutrient
insufficiency	is	ubiquitous	and	can	lead	to	DNA	damage,	mitochondrial	decay,
and	 telomere	 decay—all	 factors	 that	 can	 significantly	 shorten	 life	 span.	 In
addition	 to	 vitamins	 and	minerals,	 adequate	 phytochemical	 intake	 also	 enables
cells	 to	 slow	 the	 progression	 of	 these	 indicators	 of	 aging.	 I	 classify
phytochemicals	as	a	form	of	micronutrient	because	of	their	positive	relationship
to	 immune	 function,	protection	against	disease,	 and	 longevity.	Considering	 the
functional	importance	of	micronutrients,	we	must	classify	almost	all	Americans,
both	 vegetarians	 and	 meatatarians,	 as	 being	 deficient	 in	 micronutrients,	 and
especially	 deficient	 in	 those	 longevity-promoting	 nutrients	 derived	 from	 green
vegetables.7

Eating	 healthy	 is	 all	 about	 eating	 healthful	 foods.	 This	 isn’t	 a	 brilliant	 or
original	 idea,	 but	 nobody	 seems	 to	 understand	 which	 foods	 are	 truly	 healthy.
Lots	 of	 people	 think	 a	 diet	 designed	 around	 pasta,	 chicken,	 and	 olive	 oil	 is
healthy,	 but	 are	 these	 actually	 healthy	 foods?	 It	 is	 this	 confusion	 and	 the
promulgation	 of	 misinformation	 about	 nutrition	 that	 is	 at	 the	 core	 of	 why	 so
many	people	suffer	with	cardiovascular	disease	and	cancer.

The	healthiest	foods	are	those	with	the	highest	ratio	of	nutrients	to	calories.
To	 achieve	 optimal	 health	 we	 must	 know	 which	 foods	 naturally	 contain	 a
significant	concentration	and	broad	array	of	nutrients	that	we	need,	and	then	eat
more	of	 those	foods.	But	 in	addition	to	eating	nutrient-rich	food,	we	must	 take
care	not	to	consume	more	calories	than	we	require.	Nutritional	adequacy	without
caloric	excess	is	the	only	thing	that	has	been	“proven”	to	significantly	extend	life
span	in	hundreds	of	corroborating	scientific	studies.

Vitamins,	 minerals,	 fiber,	 antioxidants,	 bioflavonoids,	 and	 phytochemicals
are	all	necessary	for	normal	body	function—they	are	not	optional.	So	we	must
design	 a	 diet-style	 that	 gives	 us	 an	 adequate	 amount	 of	 all	 these	 protective
nutrients,	leaving	none	missing,	without	providing	too	many	calories.	An	added
benefit	 is	 that	when	we	 receive	optimal	 levels	 of	 a	 broad	 spectrum	of	 human-
required	nutrients,	we	don’t	experience	unhealthy	food	cravings	and	overeating
anymore.	After	we	achieve	 an	 adequate	 level	 of	micronutrients,	 our	brains	get
the	 appropriate	 signals	 that	 our	 nutritional	 needs	 are	met	 and	we	 stop	 eating.8



Cravings	and	excess	hunger	diminish	when	our	nutrient	requirements	are	met.

Essential	Nutrients

An	essential	nutrient	 is	one	that	we	must	get	from	our	diet	because	our	bodies
cannot	make	 it	 in	sufficient	quantity	 to	meet	our	needs.	Categories	of	essential
nutrients	 include	 vitamins,	 dietary	minerals,	 essential	 fatty	 acids,	 and	 essential
amino	 acids.	Micronutrients	 refer	 to	 essential	 nutrients	 we	 need	 in	 relatively
small	amounts	 throughout	 life.	These	 include	vitamins	and	minerals	as	well	as
thousands	 of	 plant-derived	 phytochemicals.	 We	 need	 macronutrients	 too—
water,	protein,	carbohydrates,	and	fats—but	the	major	origin	of	dietary-induced
disease	 is	an	excess	of	macronutrients	 from	eating	calorically	dense	 foods	 that
contain	insufficient	levels	of	micronutrients.

Much	 of	 the	 modern	 world	 today	 suffers	 from	 high-calorie	 malnutrition.
This	means	we	are	eating	foods	that	are	rich	in	calories	but	contain	insufficient
micronutrients.	 It	 is	 important	 to	 note	 that	 only	 colorful	 plant	 foods	 contain
phytochemicals,	which	have	antioxidant	 and	anti-inflammatory	effects.	Animal
products	do	not	contain	phytochemicals	and	are	very	low	in	other	antioxidants.
In	 contrast,	 natural	 plants	 contain	 thousands	 of	 healthful,	 life	 span–enhancing
phytochemical	compounds.

	

High-nutrient	foods	 	vegetables,	beans,	seeds,	and	fruits

	

Low-nutrient	 foods	 	 processed	 foods,	 white	 flour	 products,
sweets,	oils,	and	animal	products

Would	you	expect	to	achieve	excellent	health	consuming	a	diet	consisting	of
cotton	candy	and	a	daily	multivitamin?	Of	course	not!	But	most	people	eat	a	diet
that	has	such	a	low	nutrient	density	that	the	body	cannot	be	expected	to	function
normally.	Bread,	pasta,	cold	cereals,	oil,	and	animal	products	are	all	low-nutrient
foods	 that	 are	cornerstones	of	 the	SAD.	Why	should	we	expect	a	normal	 lipid
profile	or	adequate	defenses	against	cancer	and	heart	disease	to	result	from	a	diet
so	 low	 in	 antioxidant	 nutrients	 and	 phytochemicals?	 Remember,	 thousands	 of
phytochemicals	in	plant	foods	do	not	inhabit	the	inside	of	a	vitamin	pill.



A	 food	 is	 good	 or	 not	 so	 good	 on	 the	 basis	 of	 the	 amount	 of	 fiber,
phytochemicals,	 antioxidants,	 minerals,	 vitamins,	 and	 other	 (yet	 to	 be
discovered)	nutrients	 it	 contains	 in	proportion	 to	 its	 number	of	 calories.	When
we	eat	low-nutrient	foods,	we	cannot	be	expected	to	achieve	the	disease-free	life
that	 our	 bodies	 are	 capable	 of.	 Consuming	 nutrient-rich	 foods	 is	 the	 critical
secret	 explained	 in	 this	 book	 that	 will	 help	 you	 lower	 your	 cholesterol	 and
protect	yourself	from	heart	disease.

The	Health	Equation	and	ANDI	Scores

The	information	presented	here	is	well	supported	by	today’s	science,	and	I	and
some	 of	 my	 physician-colleagues	 have	 applied	 it	 clinically	 for	 many	 years.
Thousands	of	my	patients	have	experienced	phenomenal	results.	The	secret	lies
in	simply	understanding	my	health	equation,	which	will	change	your	life	forever.

H	=	N	/	C
Health	=	Nutrients	/	Calories

This	equation	means	that	how	long	you	are	going	to	live—whether	you	are
resistant	to	infection,	whether	you	are	prone	to	dementia,	and	whether	you	are	at
risk	 of	 heart	 disease—can	 be	 predicted	 by	 the	 nutrient-per-calorie	 density	 of
your	diet	over	your	lifetime.	Putting	this	equation	into	action	means	that	we	want
to	 consume	 lots	 of	 valuable	 health-preserving	 nutrients	 as	we	 seek	 our	 caloric
needs,	 because	when	we	 don’t,	 disease	 can	 result.	 This	 equation,	 H	 =	N	 /	 C,
represents	 the	basic	principle	 that	 to	maximize	healthy	 life	 expectancy	 (H)	we
have	to	eat	a	diet	rich	in	micronutrients	(N)	per	calorie	(C).

The	Aggregate	 Nutrient	Density	 Index	 (ANDI)	 ranks	 the	 nutrient	 value	 of
many	 common	 foods	 on	 the	 basis	 of	 how	many	 nutrients	 they	 deliver	 to	 your
body	 for	 each	 calorie	 consumed.	 Unlike	 food	 labels,	 which	 list	 only	 a	 few
nutrients,	ANDI	scores	are	based	on	thirty-five	important	nutritional	parameters.
Foods	 are	 ranked	 on	 a	 scale	 of	 1	 to	 1,000,	 with	 the	 most	 nutrient-dense
cruciferous	 leafy	 green	 vegetables	 (such	 as	 kale)	 scoring	 at	 1,000.	 Because
phytochemicals	are	largely	unnamed	and	unmeasured,	these	ANDI	rankings	may
underestimate	 the	 healthful	 properties	 of	 colorful,	 natural	 plant	 foods,	 so	 the
nutrient	density	of	natural	whole	 foods	may	be	even	higher	 than	ANDI	 scores
indicate.



The	ANDI	 is	 a	 useful	 tool	 to	 help	 you	 visualize	 the	 high	 concentration	 of
micronutrients	in	green	and	other	colored	produce	compared	with	micronutrients
in	animal	products	and	processed	foods.	This	scoring	tool	has	been	demonstrated
to	 be	 remarkably	 effective	 at	 Whole	 Foods	 Market	 to	 increase	 the	 sales	 and
consumption	of	nutrient-rich	produce	across	the	country.	This	can	have	a	major
effect	 on	 the	 health	 of	 our	 society,	 since	 green	 vegetables	 are	 the	 foods	most
powerfully	 linked	 to	a	 reduction	 in	both	cardiovascular	disease	and	cancer.	On
the	basis	of	this	nutrient-per-calorie	(N/C)	criterion,	you	can	grade	food	quality,
construct	menus,	and	make	food	choices	that	support	excellent	health.	Once	you
know	which	foods	have	the	highest	nutrient	density,	you	will	know	more	about
nutrition	and	weight	loss.	It	is	that	simple.

However,	 this	 is	 not	 all	 you	 need	 to	 know	 to	 devise	 a	 diet	 with	maximal
health	benefits,	because	some	foods	with	only	a	moderate	nutrient	density	have
salient	 features	 that	 make	 them	 valuable	 for	 disease	 resistance.	 For	 example,
mushrooms	and	flaxseeds	contain	powerful	anti–breast	cancer	components	 that
are	not	reflected	in	their	ANDI	scores.	These	important	foods	will	be	discussed
later.

ANDI	SCORES	AND	HOW	THEY	ARE	DETERMINED

To	determine	ANDI	scores,	an	equal-calorie	serving	of	each	food	was	evaluated.
The	 following	 nutrients	 were	 included	 in	 the	 evaluation:	 fiber,	 calcium,	 iron,
magnesium,	phosphorus,	potassium,	zinc,	copper,	manganese,	selenium,	vitamin
A,	 beta-carotene,	 alpha-carotene,	 lycopene,	 lutein	 and	 zeaxanthin,	 vitamin	 E,
vitamin	 C,	 thiamin,	 riboflavin,	 niacin,	 pantothenic	 acid,	 vitamin	 B6,	 folate,
vitamin	 B12,	 choline,	 vitamin	 K,	 phytosterols,	 glucosinolates,	 angiogenesis
inhibitors,	organosulfides,	aromatase	 inhibitors,	 resistant	starch,	and	resveratrol
plus	 ORAC	 score	 (oxygen	 radical	 absorbance	 capacity,	 a	 measure	 of	 the
antioxidant	or	 radical	scavenging	capacity	of	a	 food).	For	consistency,	nutrient
quantities	 were	 converted	 from	 their	 typical	 measurement	 conventions
(milligrams,	micrograms,	and	international	units)	to	a	percentage	of	their	dietary
reference	 intake	 (DRI).	For	nutrients	 that	have	no	DRI,	goals	were	established
based	 on	 available	 research	 and	 current	 understanding	 of	 the	 benefits	 of	 these
factors.	 To	 ease	 the	 comparison	 of	 foods,	 the	 raw	 point	 totals	were	 converted
(multiplied	 by	 the	 same	 number)	 so	 that	 the	 highest-ranking	 foods	 received	 a
score	of	1,000	and	the	other	foods	received	lower	scores	accordingly.	 (A	more
comprehensive	 list	 of	 ANDI	 scores	 can	 be	 found	 in	 my	 book	 Nutritarian



Handbook	and	ANDI	Food	Scoring	Guide.)

ANDI	SCORES









FEATURES	OF	A	NUTRITARIAN	DIET

	
•		Large	green	salads	with	seed/nut-based	dressings

	
•		Bean	soups	with	carrot/tomato	juice	and	cruciferous	vegetables

	

•		Green	vegetables,	onions,	and	mushrooms	steamed	or	cooked	in	a	wok

	

•		Animal	products	limited	to	no	more	than	three	small	servings	per	week
	

•		No	dairy,	white	flour,	and	white	rice
	

•		No	processed	foods,	cold	cereals,	and	sweets
	

•		No	sweeteners,	except	fruit	and	limited	unsulfured	dried	fruit

	

•		Carbohydrates	with	high	nutritional	quality	such	as	beans,	peas,	squashes,
lentils,	and	intact	whole	grains

	

•		Protective	foods	such	as	walnuts,	mushrooms,	onions,	berries,	and	seeds

Issues	with	the	SAD
Now	that	I	have	shared	the	dietary	basics	of	the	Nutritarian	diet	for	maximizing
disease	 protection	 and	 heart	 health,	 let’s	 examine	 some	 of	 the	 common	 issues
with	 the	 SAD.	 The	 key	 to	 remember	 is	 this:	 The	 choice	 about	 what	 to	 eat	 is



yours	to	make.	The	right	foods	have	remarkable	health-giving	properties	that	can
protect	against	disease	and	reverse	existing	conditions.	The	wrong	foods	are	the
very	 thing	 that	 has	 put	 your	 health	 at	 risk.	 Food-related	 disease	 inevitably
worsens	 while	 being	 treated	 with	 medications,	 invasive	 procedures,	 and
surgeries;	 such	 medical	 care	 cannot	 do	 what	 nutritional	 excellence	 can.	 The
choice	in	front	of	you	should	be	clear.

Let’s	look	at	some	of	the	specific	ways	our	diet	choices	affect	our	health.

Glycemic	Load

Refined	 grain	 products—such	 as	 white	 bread,	 pasta,	 bagels,	 white	 rice,	 most
breakfast	 cereals,	 and	 other	 denatured	 and	 processed	 grains—are	 almost	 as
nutrient-deficient	as	sugar.	The	nutritional	value	of	these	“foods”	falls	very	low
on	 the	 scale	 compared	 with	 healthful,	 whole	 plant	 foods.	 As	 these	 low-fiber,
refined	carbohydrate	foods	are	digested,	they	are	converted	to,	and	absorbed	as,
simple	sugar.	This	spikes	the	glucose	level	in	the	bloodstream	in	the	same	way
as	if	you	had	consumed	a	cube	of	sugar.	At	this	point	in	the	history	of	nutritional
science,	 the	 evidence	 is	 overwhelming	 that	 high	 glucose	 levels	 appearing
frequently	or	sustained	in	the	bloodstream	promote	heart	disease	and	cancer.

Glycemic	index	and	glycemic	load	consider	the	rate	at	which	glucose	builds
up	in	the	bloodstream	over	time.	The	more	rapid	and	concentrated	the	elevation
of	 glucose	 in	 the	 blood,	 the	 higher	 the	 glycemic	 index	 or	 glycemic	 load	 of	 a
particular	 food	 and	 the	more	 significant	 the	 risks	 of	 developing	 heart	 disease.
The	same	can	be	said	of	fat	entering	the	blood	quickly.	In	other	words,	there	is
an	advantage	to	fat	calories	being	more	gently	eased	into	the	bloodstream.	Oils
and	even	concentrated	animal	fats	can	enter	the	bloodstream	rapidly,	but	the	fat
content	of	seeds	and	nuts	is	absorbed	over	several	hours,	allowing	the	calories	to
be	burned	for	energy,	rather	 than	stored	as	fat.	This	slow	entry	of	calories	 into
the	blood	can	delay	hunger	and	more	effectively	reduce	the	body’s	demand	for
calories.

Greens,	 mushrooms,	 onions,	 tomatoes,	 beans,	 nuts,	 and	 seeds	 have	 lower
glycemic	loads,	and	eating	them	instead	of	lower-quality	carbohydrates	results	in
a	dramatic	lowering	of	diabetic	and	cardiovascular	parameters.	For	example,	in	a
trial	 of	 117	 diabetic	 individuals	 randomized	 to	 eat	 an	 equal	 caloric	 amount	 of
nuts	 or	muffins	 or	 both	 daily,	 the	 nut	 group	 showed	dramatic	 improvement	 in
both	 glycemic	 control	 and	 serum	 lipid	 levels,	 including	 improvement	 in	 LDL
cholesterol.9



The	modern	world	has	been	bombarded	with	nutrient-deficient,	high-calorie
foods,	often	called	empty-calorie	foods.	Nutrient-poor	fake	food	is	spreading	all
over	 the	 globe,	 and	 in	 recent	 years	 obesity,	 diabetes,	 and	 heart	 disease	 have
become	 the	 leading	 causes	 of	 death	 almost	 everywhere.	 These	 foods	 are	 poor
sources	 of	 nutrients,	 and	 their	 consumption	 is	 linked	 directly	 to	 heart	 disease,
strokes,	 and	 many	 cancers—diseases	 that	 kill	 more	 than	 85	 percent	 of	 all
Americans.

In	 fact,	 diabetes	 and	 heart	 disease	 are	 exploding	 in	 China,	 even	 though
Chinese	people	are	not	yet	as	overweight	as	Americans.	Vegetable	consumption
has	decreased	there,	and	soda	and	sugar	consumption	has	increased,	along	with
the	consumption	of	animal	products	and	oils.	In	other	words,	when	you	already
have	lots	of	high-glycemic	white	rice	in	the	diet	and	then	add	more	sweets,	meat,
and	 oil,	 health	 effects	 worsen.	 That	 combination	 of	 high-glycemic-load
carbohydrates	and	more	animal	products	and	fewer	vegetables	promotes	chronic
disease	very	effectively.10

Diabetes	is	not	a	lightweight	problem;	it	is	the	fourth	leading	cause	of	death
by	 disease	 in	 the	 United	 States,	 and	 the	 number	 of	 people	 developing	 it
worldwide	 is	 soaring.	White	 flour,	white	 rice,	 and	other	 refined	grains	 such	as
sweetened	breakfast	cereals,	soft	drinks,	and	even	fruit	 juices	can	cause	weight
gain	and	 lead	 to	diabetes.	Heightened	 levels	of	glucose	 in	 the	bloodstream	can
raise	 triglyceride,	 cholesterol,	 and	 C-reactive	 protein	 levels,	 as	 well	 as
dramatically	 increase	 proinflammatory	 cytokines,	 leading	 to	 blood	 vessel
inflammation	and	synergistically	increasing	the	risk	of	heart	attack.11

The	more	 rapid	and	concentrated	 the	elevation	of	glucose	 in	 the	blood,	 the
higher	the	glycemic	load	and	its	associated	risks.	So	the	glycemic	load	of	your
diet,	 or	 the	 amount	 of	 high-glycemic	 carbohydrates	 you	 eat,	 is	 directly
proportional	 to	 your	 risk	 of	 having	 a	 heart	 attack,	 whether	 you	 have	 diabetes
already	 or	 not.	 For	 example,	 in	 an	 interesting	 and	well-designed	 study	with	 a
Chinese	 population,	 removing	 one	 serving	 of	 rice	 or	 noodles	 a	 day	 and
substituting	 one	 serving	 of	 vegetables	 reduced	 the	 risk	 of	 heart	 disease	 by	 24
percent.12	And	that	was	after	just	one	switch	a	day!

FAST	FOOD	VERSUS	SLOW	FOOD



Some	Foods	Are	Like	Candy
You	may	love	your	bread,	bagels,	crackers,	pizza,	and	pasta,	but	these	foods	can
affect	your	body	like	candy.	When	you	take	a	whole	wheat	berry	and	process	it
into	 white	 flour	 to	 make	 such	 foods,	 more	 than	 90	 percent	 of	 the	 fiber	 and
vitamin	E	and	more	than	75	percent	of	the	minerals	are	lost.	Your	body	breaks
down	the	carbohydrate	into	simple	sugars,	and	the	physiological	response	is	not
much	different	 from	what	would	happen	 if	you	had	eaten	cotton	candy.	White
pasta,	white	rice,	and	white	bread	are	just	like	sugar;	because	their	fiber	has	been
removed,	 the	 body	 absorbs	 these	 nutrient-deficient	 foods	 too	 rapidly.	 This	 in
turn	raises	glucose,	triglyceride,	and	insulin	levels	in	your	blood.	Even	minimal
amounts	of	refined	grains	are	undesirable	and	can	sabotage	your	weight-loss	and
cholesterol-lowering	efforts.

All	refined	sweets—including	sugar,	honey,	corn	syrup,	agave	nectar,	maple
syrup,	 molasses,	 and	 corn	 sweeteners—are	 low	 in	 nutrients	 and	 fiber	 and	 are
rapidly	absorbed	by	the	body.	They	all	contain	insignificant	amounts	of	nutrients
(per	 calorie)	 and	 no	 fiber.	 More	 and	 more	 studies	 offer	 evidence	 that	 the
consumption	of	these	sweets	and	white	flour	products	contributes	significantly	to
the	development	of	obesity,	diabetes,	heart	disease,	and	even	cancer.13

Added	 sugars	 come	 in	 several	 forms	 other	 than	 table	 sugar,	 such	 as
evaporated	 cane	 juice	 and	 high-fructose	 corn	 syrup.	 Calorie-containing
sweeteners	 like	 maple	 syrup,	 honey,	 agave	 nectar,	 and	 coconut	 sugar	 are
marketed	as	“natural”	and	are	often	touted	as	healthier	alternatives	to	these	types
of	 added	 sugars.	 But	 the	 reality	 is	 that	 all	 concentrated	 sweeteners	 add
substantial	calories	to	the	diet	while	contributing	very	little	nutritional	value.

COMPOSITION	OF	SWEETENERS



Even	 maple	 syrup	 and	 honey	 elevate	 blood	 glucose	 similarly	 to	 sugar
(sucrose),	 leading	 to	 disease-causing	 glycemic	 effects	 in	 the	 body.	 Sucrose	 is
half	fructose	and	half	glucose,	as	it	is	made	up	of	one	fructose	molecule	linked	to
one	 glucose	molecule.	Agave	 nectar	 is	marketed	 as	 a	 low-glycemic	 sweetener
because	of	its	high	fructose	content	(agave	is	approximately	80	percent	fructose).
Though	high-fructose	corn	syrup	and	agave	nectar	may	not	have	a	high	glycemic
load	compared	with	honey	and	white	sugar,	they	are	still	just	as	bad,	because	the
high	fructose	load	can	promote	fat	production	in	the	body.

When	fructose	is	absorbed,	it	 is	transported	directly	to	the	liver,	where	it	 is
broken	down	to	produce	energy.	Fructose	itself	does	not	stimulate	the	pancreas
to	secrete	 insulin;	however,	much	of	 the	fructose	 is	metabolized	and	converted
into	 glucose	 in	 the	 liver,	 so	 it	 does	 raise	 blood	 glucose	 levels	 somewhat.
Fructose	 stimulates	 the	 liver	 to	produce	 fat,	which	 causes	direct	 fat	 deposition
and	 elevated	 blood	 triglyceride	 levels,	 a	 predictor	 of	 heart	 disease.14
Concentrated	 ingestion	 of	 fructose	 also	 increases	 sugar	 cravings	 and	 hunger,
leading	to	increased	calorie	intake	at	subsequent	snacks	and	meals.15	When	you
ingest	 any	 caloric	 sweetener,	 you	 get	 a	 mix	 of	 disease-promoting	 effects:	 the
glucose-elevating	effects	of	added	glucose,	and	the	 triglyceride-raising	and	fat-
building	effects	of	added	fructose.

All	 sweeteners	 (and	 fruits)	 contain	 some	 combination	 of	 glucose,	 fructose,
and	the	two	bound	together	as	sucrose.	Maple	syrup	contains	96	percent	sucrose,



so	 it	 is	 very	 similar	 to	 regular	 white	 sugar	 (see	 table	 above).	 Coconut	 sugar
contains	 70–80	 percent	 sucrose,	 and	 honey	 contains	 about	 50	 percent	 fructose
and	45	percent	glucose.	All	caloric	sweeteners	have	effects	that	promote	weight
gain,	diabetes,	and	heart	disease,	regardless	of	their	ratio	of	glucose	to	fructose
or	what	type	of	plant	they	come	from.

Whole	fruits	are	different	because	 they	have	 the	necessary	fiber	 to	regulate
the	 entry	 of	 glucose/fructose	 into	 the	 body	 and	 buffer	 the	 effects	 with	 the
polyphenols	and	other	nutrients	they	contain.16	Plus,	the	threshold	of	fructose	is
lower	with	fruits.	Because	they	contain	only	a	few	grams	of	fructose	per	serving,
whole	fruits	do	not	expose	you	to	enough	fructose	to	trigger	fat	storage,	unless
you	consume	lots	of	fruit	juice	or	dried	fruits.

The	whiter	the	bread,	the	sooner	you’re	dead.

Every	 time	 you	 eat	 processed	 foods	 you	 exclude	 not	 only	 the	 important
known	 nutrients	 from	 your	 diet,	 but	 also	 hundreds	 of	 other	 undiscovered
phytonutrients	 that	 are	 essential	 for	 normal	 human	 function.	For	 instance,	 it	 is
the	outer	portion	of	the	wheat	kernel	(the	part	that	is	removed	when	white	flour
is	 made)	 that	 contains	 trace	 minerals,	 phytoestrogens,	 lignans,	 phytic	 acid,
indoles,	 phenolic	 compounds,	 and	 other	 phytochemicals	 as	 well	 as	 all	 of	 the
vitamin	 E.	 It	 is	 the	 amount	 and	 diversity	 of	 micronutrients,	 both	 known	 and
unknown,	that	are	necessary	to	ward	off	heart	disease	and	cancer.

Additionally,	 when	we	 eat	 baked	 goods,	 cold	 breakfast	 cereals,	 and	 snack
foods	such	as	pretzels,	we	are	eating	heart	disease–promoting	 trans	 fats,	along
with	 a	 high	 dose	 of	 acrylamides.	 Acrylamides	 are	 toxic,	 cancer-promoting
compounds	produced	when	foods	are	baked	or	fried	at	high	temperatures.	Chips,
pretzels,	cold	breakfast	cereals,	roasted	soy	nuts,	browned	foods,	crusted	foods,
and	 fried	 foods	 contain	 high	 levels	 of	 these	 toxic	 compounds	 that	 are	 formed
when	carbohydrates	are	exposed	to	high	dry	heat.	These	harmful	compounds	are
not	formed	when	foods	are	water	cooked,	such	as	when	you	steam	vegetables	or
make	 soups.	 These	 carcinogens	 in	 overly	 cooked	 carbohydrates	 cause
intravascular	inflammation	and	heart	disease,	too.17

On	 the	 other	 hand,	 low-glycemic	 carbohydrates	 have	 the	 opposite	 effect.
Almost	 all	 vegetables	 are	 low	 glycemic,	 and	 vegetables	 that	 are	 raw,	 boiled,
steamed,	or	cooked	in	a	wok	are	associated	with	a	lower	risk	of	heart	disease.	If
you	eat	enough	vegetables	in	your	diet,	you	will	not	develop	heart	disease.	And
if	you	have	developed	heart	disease	from	prior	poor	eating	habits,	it	is	reversible.



Elevated	insulin	levels	do	not	merely	increase	the	risk	of	diabetes	and	heart
disease,	they	also	have	pro-angiogenic	and	cancer-promoting	effects.18

	

Glossary
Angiogenesis—the	 growth	 of	 new	blood	 vessels	 from	 existing	 vessels.
Angiogenesis	is	a	fundamental	step	in	permitting	the	growth	of	fat	cells
on	 the	 body	 and	 also	 in	 the	 transition	 of	 tumors	 or	 dysplastic	 cells	 to
malignancy.

	

For	example,	in	a	meta-analysis	of	thirty-nine	studies,	a	high	glycemic	load
was	associated	with	an	 increased	 risk	of	colorectal	 and	endometrial	cancers,19
and	 a	 meta-analysis	 of	 ten	 prospective	 studies	 demonstrated	 a	 link	 between
higher	glycemic	load	and	breast	cancer.20	Another	study	demonstrated	that	for
every	100	grams	of	white	rice	consumed	per	day,	breast	cancer	risk	increased	19
percent,	 whereas	 the	 same	 amount	 of	 whole	 grain,	 brown	 rice,	 or	 beans	 had
almost	the	direct	opposite	effect.21

Recent	research	suggests	 that	high-glycemic	processed	foods	promote	heart
disease	even	more	powerfully	than	saturated	fats	from	animal	products.	This	is	a
chilling	 concern,	 considering	 all	 the	white	 bread,	white	 rice,	 and	white	 potato
products	that	people	around	the	world	consume.22

GLYCEMIC	LOAD	OF	COMMON	FOODS23



The	 white	 potato	 is	 an	 example	 of	 a	 high-glycemic	 carbohydrate	 with	 a
favorable	 caloric	 density,	 because	 one	 potato	 contains	 only	 about	 120–160
calories.	The	Nurses’	Health	Study	demonstrated	an	18	percent	increased	risk	of
diabetes	for	each	potato	eaten	daily	by	overweight	women.	Notably,	 it	was	 the
glycemic	load	of	potatoes,	rather	than	the	added	or	associated	butter	or	oil,	that
was	 implicated.24	 Ominously,	 data	 from	 the	 North	 Carolina	 Colon	 Cancer
Study,	which	looked	at	more	than	one	thousand	cases	of	colon	cancer	compared
with	one	thousand	controls,	demonstrated	a	more	than	50	percent	increased	risk
of	rectal	cancer	in	participants	eating	three	potatoes	a	week	compared	with	one,
and	 more	 than	 an	 80	 percent	 increase	 comparing	 5.6	 servings	 a	 week	 with
one.25	These	 are	 shocking	 findings,	 but	 note	 that	 these	 heightened	 risks	were
observed	 only	 for	 refined	 grains	 and	 potatoes,	 and	 not	 for	 any	 added	 fats,
suggesting	that	the	association	is	demonstrating	significant	glycemic	risk	for	the
food	 itself	and	not	merely	an	association	with	a	dietary	pattern	of	adding	 fatty
toppings.

It	 has	 also	 been	 observed	 that	 the	 association	 of	 white	 potatoes	 with
increased	disease	risk	becomes	more	pronounced	as	a	person’s	body	weight	and
insulin	 resistance	 increase,	 thus	 specifically	 identifying	 the	 potato’s	 glycemic
effect	as	the	culprit.	High-glycemic	foods	become	a	more	significant	stimulator
of	excess	 insulin	 release	as	a	person’s	body	weight	 increases.	The	more	 fat	on



the	 body,	 the	more	 insulin	 resistance,	 and	 the	more	 the	 pancreas	 responds	 by
pumping	 out	 larger	 insulin	 loads	 in	 response	 to	 foods	 that	 stimulate	 insulin
release.

And	because	of	the	fat-promoting	effects	of	insulin,	high-glycemic	foods	can
make	it	more	difficult	for	an	overweight	person	to	lose	weight.26

Overall,	 it	 is	 not	 the	 inclusion	 or	 exclusion	 of	 a	 whole	 plant	 food	 like	 a
potato	that	will	make	a	diet	good	or	bad.	However,	you	should	take	care	to	eat
only	a	limited	amount	of	white	potato	and	to	eat	it	with	greens,	beans,	nuts,	and
seeds.	Even	then,	eat	only	half	of	a	medium	potato	or	one	small	potato.	Starches
such	 as	 turnips,	 rutabaga,	 butternut	 and	 acorn	 squash,	 chestnuts,	 parsnips,
carrots,	peas,	corn,	and	intact	whole	grains	are	better	choices.

Certainly,	there	are	lots	of	worse	foods	you	can	eat	than	white	potatoes	and
white	rice.	However,	when	you	eat	these	foods,	especially	while	consuming	oils,
meats,	 and	cheeses,	 the	body	can	 store	 fat	 even	more	effectively	 than	 it	 can	 if
you	eat	just	the	meat	alone	with	greens	or	the	potato	and	rice	alone	with	greens.
Nevertheless,	though	it	is	not	as	bad	as	sugar	and	white	flour,	a	white	potato	is
still	 not	 a	 favorable	 high-starch	 vegetable	 to	 choose,	 and	 white	 rice	 is	 not	 a
preferred	form	of	grain	to	use.

Virtually	 everyone	 interested	 in	 nutrition	 knows	 that	 products	 made	 with
white	flour	are	not	healthful	carbohydrate	sources	for	a	 longevity-enhancing	or
disease-reversing	 diet.	 This	 can	 be	 understood	 by	 comparing	 the	 nutritional
profile	of	white	flour	products	with	those	of	more	healthful	carbohydrate	sources
such	as	peas,	corn,	or	beans.	We	can	do	the	same	with	white	potatoes,	comparing
them	to	peas,	corn,	or	beans.

When	 comparing	 the	 nutritional	 profiles	 of	 high-carbohydrate	 plant	 foods,
we	must	consider

	
•		Fiber	content

	
•		Percentage	of	slowly	digestible	starch

	
•		Percentage	of	resistant	starch

	
•		Micronutrient	content

	
•		Caloric	density



	
•		Glycemic	index/load

	
•		Beneficial	qualities	of	other	foods	that	may	be	displaced	to	allow	room	in
the	diet	for	this	food

We	can	classify	carbohydrate-rich	foods	on	a	hierarchal	scale	based	on	their
nutrient	 levels,	 fiber	content,	 and	amount	of	 resistant	 starch.	As	 the	amount	of
fiber	and	resistant	starch	increase	(see	table	below),	more	dramatic	benefits	for
people	who	are	overweight	and/or	diabetic	are	noted.	Resistant	starch	is	counted
as	 calories	 on	 labels	 and	 charts,	 but	 during	 digestion,	 90	 percent	 of	 resistant
starch	 calories	 are	 lost,	 thus	 acting	 more	 like	 a	 type	 of	 fiber.	 I	 generally
emphasize	 beans,	 starchy	 vegetables,	 intact	 grains,	 and	 other	 nutritious,	 high-
carbohydrate	 natural	 foods	 most	 heavily	 in	 my	 recommendations	 because	 of
these	criteria.

Resistant	 starch	 is	 present	 in	 all	 foods	 that	 contain	 natural	 carbohydrates.
Other	 starches	 are	 broken	 down	 by	 digestive	 enzymes,	 converted	 into	 simple
sugars,	and	absorbed	in	the	small	intestine.	Resistant	starch,	on	the	other	hand,	is
more	like	a	fiber	because	it	resists	enzymatic	digestive	degradation	in	the	small
intestine	and	 travels	 to	 the	colon	 for	degradation	by	bacterial	action,	 so	only	a
small	percentage	of	its	calories	become	absorbed	and	utilized	for	energy.	Public
health	authorities	in	recent	years	have	accepted	the	food	value	of	resistant	starch
because	of	 its	benefits	 in	helping	prevent	diabetes	and	promote	weight	 loss.	A
committee	of	the	United	Nations	and	World	Health	Organization	stated	that	the
discovery	 of	 resistant	 starch	 has	 been	 “one	 of	 the	major	 developments	 in	 our
understanding	of	 the	 importance	of	carbohydrates	 for	health	 in	 the	past	 twenty
years.”27

Not	only	is	resistant	starch	satiating	and	calorically	barren,	it	also	promotes
health	and	weight	loss	by	other	mechanisms:

	

•		It	encourages	the	growth	of	beneficial	bacteria,	reducing	intestinal	pH	and
the	production	of	bile	acids	and	ammonia.

	



•	 	 Its	 breakdown	 by	 bacteria	 produces	 short-chain	 fatty	 acids,	 which	 have
beneficial	effects	on	fat	metabolism	and	fat	storage	in	the	body.

	

•	 	 Its	 intake	reduces	 the	glycemic	effect	of	other	foods,	even	those	eaten	at
separate	meals.

By	considering	 the	hierarchal	scale	of	carbohydrate	quality,	which	includes
not	 just	 the	 information	 in	 the	 table	 below	 but	 also	 the	 amount	 of	 slowly
digestible	 starch	 and	 the	 level	 of	 nutrient	 density,	 we	 can	 devise	 a	 dietary
protocol	 that	 reduces	 exposure	 to	 the	 highest-glycemic	 carbohydrates	 and
incorporates	 more	 beans.	 Beans	 run	 away	 with	 the	 prize	 for	 the	 healthiest
carbohydrate	 choice.	 And	 when	 you	 eat	 more	 beans	 in	 your	 diet,	 along	 with
more	raw	and	cooked	greens,	other	low-glycemic	vegetables,	and	more	nuts	and
seeds,	 you	 achieve	 dramatic	 glucose-favorable	 benefits	 that	 are	 especially
helpful	if	you	are	diabetic,	prediabetic,	or	have	metabolic	syndrome.

RESISTANT	STARCH	AND	FIBER	CONTENT28

FOOD RESISTANT	STARCH
(%)

RESISTANT	STARCH
(%)	+	FIBER	(%)

Black	beans 27 70
Navy	beans 26 62
Lentils 25 59
Split	peas 25 58
Corn 25 45
Brown	rice 15 20
Rolled	oats 7 17
Whole	wheat	flour 2 14
Pasta 3 9
Potato 3 5

As	an	example,	a	two-group	controlled	trial	had	one	group	increase	legume
intake	 by	 1	 cup	 a	 day	 and	 the	 other	 group	 increase	whole	 grain	 intake	 by	 the
same	amount.	A	clear	benefit	was	seen	for	the	group	adding	more	whole	grains,
but	more	dramatic	benefits	occurred	 for	 the	bean	group,	 as	 shown	 in	 the	 table



below	from	an	individual	baseline.29

PARAMETER WHOLE	GRAIN
GROUP BEAN	GROUP

Fiber	increase	(g/1,000	cal) 1.9 10
Glycemic	load	reduction –5 –48
HbA1c	(%) –0.3 –0.5
Body	weight	(lbs) –4.4 –5.7
Fasting	glucose	(mg/dl) –7 –9
Triglycerides	(mg/dl) –9 –21
Cholesterol	(mg/dl) –2 –9
Systolic	 blood	 pressure
(mmHg)

0 –4

Diastolic	 blood	 pressure
(mmHg)

0 –3

Beans	 are	 not	 merely	 glycemically	 favorable	 themselves,	 but	 their
fermentation	and	probiotic	effects	also	lower	the	glucose	absorption	from	other
foods	in	the	diet.	These	glucose-lowering	benefits	occur	not	merely	in	the	meal
that	includes	beans,	but	in	later	meals	as	well,	even	if	they	don’t	include	beans—
something	that	has	been	called	the	“second-meal	effect.”30	Beans	have	multiple
benefits	 for	 favorable	 glycemic	 response,	 weight	 reduction,	 and	 protection
against	cancer.

Across	 five	different	 regions	and	ethnicities,	 legumes	were	 found	 to	be	 the
most	consistent	and	reliable	predictor	of	longevity.	A	7	to	8	percent	reduction	in
death	 rate	 was	 reported	 for	 every	 20	 grams	 (2	 tablespoons)	 of	 beans	 eaten
daily.31	Beans,	nuts,	and	seeds	have	numerous	anticancer	compounds,	including
phytic	 acid	 and	 inositol	 pentakisphosphate	 (IP-5),	 which	 has	 been	 shown	 in
animal	studies	to	inhibit	tumor	growth,	migration,	and	invasion	and	to	augment
NK	(natural	killer)	cell	activity.32	Eating	more	beans	as	a	replacement	for	other
foods	aids	in	all	metabolic	parameters	that	enhance	cardiovascular	health.33

Animal	Protein	and	the	Dangers	of	IGF-1



Insulin-like	 growth	 factor–1	 (IGF-1),	 a	 human	 growth	 hormone,	 is	 one	 of	 the
body’s	 most	 important	 growth	 promoters	 during	 fetal	 and	 childhood	 growth.
However,	later	in	life,	higher	levels	of	IGF-1	are	not	a	good	thing.	They	promote
cellular	replication	and	growth	that	can	accelerate	the	aging	process	and	promote
cancer.	IGF-1	is	primarily	produced	in	the	liver,	and	its	production	is	stimulated
by	pituitary-derived	growth	hormone.

Diets	 high	 in	 animal	 products	 and	 animal	 protein	 promote	 not	 only	 heart
disease,	but	also	cancer—predominantly	by	increasing	the	body’s	production	of
IGF-1.	In	adults,	higher	blood	levels	of	IGF-1	have	been	shown	to	promote	the
growth,	 proliferation,	 and	 spread	 of	 cancer	 cells.	 Elevated	 IGF-1	 levels	 are
linked	 to	 increased	 risk	 of	 all	 major	 cancers,	 including	 colon	 cancer,	 breast
cancer,	and	prostate	cancer.34

IGF-1	 stimulates	 mitosis	 (cell	 division)	 and	 inhibits	 apoptosis	 (a	 process
leading	to	cell	death).	That	means	it	not	only	promotes	the	spread	of	cancer	cells,
but	also	inhibits	the	immune	system’s	ability	to	identify	and	kill	abnormal	cells
before	 they	 become	 cancerous	 (apoptosis).	 As	we	 age,	 high	 circulating	 IGF-1
levels	 stimulate	 the	 replication	 of	 injured	 cells	 that	 would	 not	 have	 otherwise
progressed	to	malignancy.

Heightened	IGF-1	signals	are	 involved	with	numerous	processes	promoting
the	 growth,	 proliferation,	 survival,	 adhesion,	migration,	 and	 invasion	 of	 tumor
cells,	 as	 well	 as	 angiogenesis	 (increased	 blood	 vessel	 growth)	 and	 metastatic
growth.35	 Reduced	 IGF-1	 levels	 in	 adulthood	 are	 associated	 with	 reduced
oxidative	 stress,	 decreased	 inflammation,	 enhanced	 insulin	 sensitivity,	 and
longer	life	span.36

Unquestionably,	IGF-1	is	a	major	player	in	the	development	of	breast	cancer.
The	European	Prospective	Investigation	into	Cancer	and	Nutrition	(EPIC)	found
that	 elevated	 IGF-1	 levels	were	 associated	with	 a	 40	 percent	 increased	 risk	 of
developing	 breast	 cancer	 for	 women	 older	 than	 50.37	 In	 the	 Nurses’	 Health
Study,	 high	 IGF-1	 levels	 were	 associated	 with	 a	 doubling	 in	 risk	 in
premenopausal	women.38	Additional	 human	 studies,	 reviews	 of	 the	 literature,
and	 five	meta-analyses	 have	 also	 associated	 elevated	 IGF-1	 levels	with	 breast
cancer.39	 In	other	words,	 it	 is	broadly	supported	and	accepted	 in	 the	scientific
literature	that	higher	IGF-1	levels	promote	this	common	cancer.

The	principle	dietary	factor	that	determines	IGF-1	levels	is	animal	protein,	so
the	 excessive	meat,	 fowl,	 seafood,	 and	 dairy	 intake	 common	 in	 our	 society	 is



responsible	for	high	circulating	IGF-1.	Interestingly,	when	we	were	children	we
were	 taught	 that	 animal	 products	were	 important	 in	 our	 diets	 because	 of	 their
biologically	complete	protein	that	was	essential	for	good	health.	Now,	research
in	 the	 past	 ten	 years	 has	 resulted	 in	 accumulating	 evidence	 that	 the	 increased
amounts	 of	 high	 biological	 protein	 is	 the	 most	 damaging	 feature	 of	 animal
products,	 which	 makes	 limiting	 their	 use	 so	 important.40	 When	 we	 get	 our
protein	from	plant	foods,	we	support	our	health	without	supporting	the	growth	of
cancer.

Milk	 products	 likely	 raise	 IGF-1	more	 than	 other	 animal	 products.	 This	 is
likely	 due	 to	 other	 bioactive	 growth-promoting	 compounds,	 along	with	milk’s
protein	 content;	 but	 meat,	 fish,	 and	 poultry	 also	 increase	 IGF-1	 considerably.
Ten	 different	 observational	 studies	 and	 several	 interventional	 studies	 have
confirmed	a	positive	correlation	between	milk	and	heightened	IGF-1	levels.41

Prostate	 cancer	 seems	 to	 be	 particularly	 sensitive	 to	 IGF-1	 levels,	 and	 its
incidence	increases	sharply	in	countries	that	have	high	consumption	of	dairy	and
meat.42	 Researchers	 tracked	 21,660	 men	 in	 the	 Physicians’	 Health	 Study	 for
twenty-eight	years,	and	those	who	had	one	serving	of	milk	a	day	had	double	the
risk	of	dying	from	prostate	cancer	compared	with	men	who	rarely	drank	milk.43
Meat	consumption	was	also	a	risk	factor,	shown	to	raise	IGF-1	levels	and	risk	of
prostate	cancer	death	in	this	study.	Meat,	poultry,	and	fish	have	been	confirmed
to	raise	IGF-1	in	multiple	studies.44

The	link	between	IGF-1	and	cancer	is	the	big	story	here,	because	legions	of
dieters	 have	 jumped	 on	 the	 high-protein	 bandwagon,	 thinking	 they	 are	 aiding
their	health	by	eating	egg	whites,	fish,	and	lean	meats.	In	fact,	this	thinking	may
be	fueling	an	explosion	of	cancer.	A	Nutritarian	diet-style,	on	the	other	hand,	is
specifically	 designed	 to	 maximize	 cancer-protective	 nutrients	 and	 minimize
cancer-promoting	ones.	However,	some	questions	here	are	still	unanswered.

IGF-1	and	Heart	Disease
The	 link	 between	 IGF-1	 and	 heart	 disease	 was	 examined	 in	 a	 2009	 study
published	 in	 the	 European	 Journal	 of	 Endocrinology.	 Researchers	 followed
individuals	aged	50	to	89	years	(mean	age,	68	years)	for	an	average	of	five	years
and	 determined	 that	 higher	 levels	 of	 IGF-1	 were	 linked	 to	 higher	 all-cause
mortality.	 They	 also	 noted	 a	 significant	 increase	 in	 deaths	 due	 to	 congestive
heart	 failure	 in	 the	 group	 with	 the	 highest	 IGF-1.45	 They	 did	 not	 see	 a



relationship	between	higher	IGF-1	and	heart	attack	deaths.	Apparently,	with	the
frailty	of	aging,	IGF-1	can	drop	too	low	as	a	sign	of	advancing	illness,	confusing
some	 of	 the	 data	 linking	 higher	 IGF-1	 with	 ischemic	 heart	 disease.	 Most
research	today	confirms	that	both	excessively	low	and	high	IGF-1	are	associated
with	higher	cardiovascular	mortality.46

A	 larger	 and	 longer-term	 study	 published	 in	 2014	 helped	 clarify	 these
findings.	This	 important	 study	 compared	 low-glycemic	 diets	 that	were	 high	 in
animal	protein	and	low	in	sugar	with	diets	that	were	low	in	animal	products	and
low	 in	 added	 sugars.	Researchers	 followed	more	 than	 six	 thousand	 people	 for
more	than	eighteen	years.	In	the	50–65	age	range,	researchers	found	a	fourfold
increase	 in	 cancer	 death	 risk	 in	 the	 group	 consuming	 more	 animal	 protein
compared	 with	 the	 group	 consuming	 lower	 animal	 protein	 as	 well	 as	 a	 75
percent	increase	in	overall	mortality	over	the	eighteen	years.47

There	were	three	study	groups:	a	high-protein	group	(20	percent	or	more	of
calories	 from	protein),	a	moderate	protein	group	 (10–19	percent	 from	protein),
and	 a	 low-protein	 group	 (less	 than	 10	 percent	 from	 protein).	 The	 researchers
isolated	the	negative	effects	of	the	high-protein	intake	and	found	that	the	damage
was	solely	related	to	animal	protein;	higher-protein	plant	foods	did	not	increase
disease	risk.	Also	of	interest	was	the	threefold	higher	risk	of	cancer	deaths	even
for	 those	 in	 the	 moderate	 protein	 group;	 so	 animal	 products,	 consumed	 even
moderately,	were	strongly	cancer-promoting.

It	 is	 important	 to	 note	 that	 the	 highest-protein	 group	 was	 consuming	 the
average	amount	(or	less)	of	protein	that	most	Americans	consume,	and	certainly
less	 animal	 protein.	 Many	 popular	 diets	 encourage	 the	 consumption	 of	 much
higher	amounts	of	animal	products.	For	example,	 some	advocates	of	 the	Paleo
diet	 suggest	 that	 50–75	percent	 of	 calories	 come	 from	animal	 products,	which
may	 be	 drastically	 more	 dangerous	 than	 was	 reported	 here.	 In	 this	 study,	 the
lowest-protein	group,	which	had	 the	greatest	 longevity,	 consumed	 less	 than	10
percent	 of	 calories	 from	 protein	 (more	 than	 half	 of	 which	 was	 likely	 animal
protein),	which	is	less	than	a	third	of	what	Americans	currently	consume.

Note	 that	 these	research	scientists	 found	a	seventy-three-fold	 increased	risk
of	 developing	 diabetes	 in	 the	 higher-protein	 group	 and	 a	 twenty-three-fold
increased	 risk	 in	 the	moderate-protein	 group	 compared	with	 the	 lower-protein
group.	This	increased	risk	of	diabetes	with	higher	protein	intake	was	consistent
across	 all	 ages,	 including	 the	 most	 elderly.	 Researchers	 were	 careful	 to
emphasize	that	 this	 increased	risk	of	diabetes	and	death	held	only	for	 intake	of



animal	proteins,	not	for	plant	proteins.
In	contrast,	in	the	oldest	cohort	of	this	study	(average	age	older	than	70),	the

study	 demonstrated	 an	 increased	 cancer	 death	 rate	 for	 those	 in	 the	 lowest-
protein,	lowest	IGF-1	group	over	the	next	eighteen	years.	So	eating	less	animal
protein	 is	 beneficial	 until	 later	 in	 life,	 when	 health	 may	 be	 deteriorating	 and
weight	is	dropping	excessively.	The	researchers	hypothesized	from	the	data,	and
from	other	studies	and	their	work	in	animal	models,	that	after	age	75	some	adults
develop	a	reduced	ability	to	assimilate	nutrients	and	experience	weight	loss	and
increasing	frailty	that	could	require	more	protein	in	their	diets	(and	higher	IGF-
1)	to	maintain	adequate	muscle	mass	and	immune	function.	They	advised	that	10
percent	of	calories	from	total	protein	be	the	lower	limit	after	age	75.

In	 other	 words,	 eating	 sufficient	 protein	 (using	 higher-protein	 plant	 foods
such	 as	 hemp	 seeds,	 sunflower	 seeds,	 and	 beans),	 even	 including	 animal
products	 (if	 necessary),	may	be	 important	 late	 in	 life	 if	 digestive	 capacity	 and
increasing	frailty	are	issues.	Premature	aging	and	frailty	with	advancing	years	is
a	more	 realistic	scenario	 for	a	person	who	has	been	eating	 the	SAD	and	much
less	likely	for	a	person	who	has	eaten	a	longevity-promoting	Nutritarian	diet	for
many	years.

Studies	investigating	IGF-1	in	the	elderly	are	still	conflicting	and	uncertain,
complicated	by	the	use	of	foods	to	raise	IGF-1	and	the	effect	of	those	foods.	For
example,	more	fish	 in	 the	diet	 in	 the	elderly	may	raise	IGF-1,	but	any	benefits
observed	may	be	 from	 the	 anticlotting	 effects	 of	 fish	 fat.	 Some	evidence	 even
exists	that	higher	IGF-1	protects	against	plaque	instability	in	the	frail	elderly	and
aids	in	insulin	sensitivity,	contributing	to	extended	life	span.48	This	complicated
subject	 is	 actively	 being	 investigated	 by	 researchers	 today.	 But	 right	 now,	we
know	 that	 lower	 IGF-1	 is	 beneficial	 through	most	 of	 a	 person’s	 adult	 life	 and
that	 toward	 the	end	of	 life,	 it	 is	most	 likely	best	 if	 IGF-1	is	not	 too	 low	or	 too
high.

At	 this	point	we	can	conclude	 that	 increasing	protein	 intake	during	 the	 last
ten	 years	 of	 a	 projected	 life	 span—that	 is,	 after	 age	 85	 in	 a	 healthy	 eater	 and
after	 age	 70	 in	 an	 unhealthy	 eater—may	 be	 indicated.	 However,	 the	 need	 to
include	 some	 animal	 products	 for	 extra	 protein	 would	 best	 be	 made	 on	 an
individual	 basis	 and	 not	 by	 some	 rote	 formula	 based	 on	 age.	 Even	 when
individual	requirements	indicate	that	it	is	beneficial	to	use	animal	products	in	a
person’s	diet,	their	use	should	still	be	held	to	low	amounts	to	achieve	the	desired
benefits	with	minimal	risk.	It	is	life	span–beneficial	to	rely	on	protein-rich	plants
such	 as	 greens,	 seeds,	 and	 beans,	 not	 animal	 foods,	 for	 the	 majority	 of	 our



protein	requirements	even	toward	the	end	of	life.
If	you	want	 to	be	a	centenarian,	 the	road	to	get	 there	 is	clear.	Centenarians

have	 low	levels	of	 IGF-1	and	high	 levels	of	anti-inflammatory	molecules	 from
nutrient-dense	plant	 foods.	The	combined	effect	of	 a	 reduction	 in	 IGF-1	and	a
high-phytochemical	 diet,	 resulting	 in	 lower	 levels	 of	 oxidative	 stress,	 is	 the
secret	 to	maximizing	longevity	and	cancer	protection.49	The	amount	of	animal
products	 that	 can	 safely	 be	 added	 to	 a	 longevity-promoting	 diet	 is	 not	 clearly
defined	 and	 may	 differ	 from	 person	 to	 person.	 As	 a	 reasonable	 estimate,
averaging	more	than	7	ounces	a	week	for	a	woman	and	10	ounces	a	week	for	a
man	may	be	risky	because	the	IGF-1	curve	starts	to	increase	considerably	above
this	level.50	This	certainly	is	an	area	of	evolving	science,	but	this	estimate	offers
a	reasonable	guideline	based	on	the	information	available	today.

Who	Should	You	Believe?
I	 make	 a	 considerable	 effort	 to	 present	 the	 research	 findings	 and	 clinical
evidence	 without	 predetermined	 bias	 or	 any	 environmental,	 ethical,	 or
philosophical	agenda.	There	may	be	other	excellent	reasons	why	someone	might
recommend	or	support	a	certain	diet-style,	but	my	efforts	and	twenty-five	years
of	 expertise	 are	 narrowly	 focused	 on	 devising	 the	 gold	 standard	 of	 nutritional
therapy.	You	can	be	confident	that	this	information	is	the	most	effective	because
the	evidence	is	overwhelming,	the	logic	is	clear,	and	the	results	are	consistently
effective.

When	I	began	my	medical	practice	as	a	specialist	in	nutrition,	I	focused	my
attention	on	individuals	who	were	looking	for	nutritional	intervention	in	order	to
reverse	their	medical	conditions	and	avoid	medication	and	invasive	surgery.	The
consistent	 outcome	 then	 and	 now	 shows	 that	 people	 committed	 to	 superior
health	through	nutritional	excellence	are	able	to	reduce	and	eventually	stop	their
dependence	 on	medications	 for	 controlling	 high	 blood	 pressure,	 diabetes,	 high
cholesterol,	and	a	host	of	other	conditions.	Spectacular	disease	reversals	are	the
norm,	not	the	exception.

My	 twenty-five	 years	 of	 experience	 with	 thousands	 of	 patients	 have
confirmed	 that	 when	 people	 eat	 a	 diet	 composed	 of	 the	 most	 nutritious	 and
powerful	anticancer	plant	foods,	their	cholesterol	levels	drop	more	dramatically
than	 they	 can	with	 the	 use	 of	 standard	 cholesterol-lowering	medication.	 Their
heart	conditions	and	angina	symptoms	disappear,	and	they	get	well	within	weeks



to	months,	not	years.	Their	diabetes	also	goes	away.	I	am	confident	when	I	say
to	them:	“Let’s	not	just	treat	your	diabetes	and	control	it.	Let’s	get	rid	of	it	and
make	you	nondiabetic.”

Over	the	years	my	focus	has	never	been	on	calorie	restriction;	rather,	it	has
been	 on	 eating	 more	 high-nutrient	 foods,	 and	 as	 a	 result,	 eating	 less	 of
everything	that	is	not	a	high-nutrient	food.	Besides	reversing	chronic	disease	and
preventing	 heart	 disease	 and	 cancer,	 I	 have	 found	 that	my	patients	 are	 able	 to
reach	 their	 ideal	weights	with	 ease—with	 no	 calorie	 counting,	 no	 complicated
formulas,	no	pills	or	unfulfilled	promises.	The	basic	plan	is	simple:	Just	take	the
healthiest	 foods,	make	 them	 taste	 great,	 and	 then	 eat	 as	much	 as	 desired.	My
patients	 have	 dropped	 the	 weight	 they	 could	 not	 lose	 before,	 with	 associated
health	benefits,	and	they	have	achieved	these	results	relatively	quickly.

There	 is	 an	often-repeated	cliché	about	weight	 loss:	 If	you	 lose	weight	 too
rapidly,	the	loss	won’t	stick	and	you	will	gain	all	the	weight	back.	I	have	never
advocated	that	people	be	in	a	race	to	lose	their	excess	weight.	I	see	no	reason	to
eat	unhealthy	 foods	or	 to	eat	when	you	are	not	hungry	under	some	notion	 that
losing	weight	more	slowly	is	better.	The	reality	with	the	Nutritarian	diet	is	that
your	body	drops	 its	unhealthy	weight	quickly	and	naturally	while	you	eat	well
and	sufficiently.

For	 many	 people	 who	 were	 at	 high	 risk	 of	 heart	 attack	 and	 death,	 their
adoption	of	 the	Nutritarian	program	without	compromise	has	 saved	 their	 lives.
Very	often,	moderate	 improvements	 toward	dietary	excellence	provide	 little	or
sometimes	 even	 no	 benefits,	 but	 a	 complete	 commitment	 to	 excellence	 begets
spectacular	results.

Over	time,	people	find	that	they	prefer	a	Nutritarian	diet-style—they	like	the
way	they	feel,	they	like	the	way	the	food	tastes	(as	their	taste	buds	adjust),	and
they	love	being	freed	from	the	fear	of	chronic	disease	that	makes	life	miserable
for	so	many	Americans.

The	 Nutritarian	 diet-style	 supplies	 outstanding	 results	 in	 the	 weight-loss
arena	 that	 are	 sustainable	 because	 once	 people	 become	 nutritional	 experts	 and
experience	the	results,	they	want	to	eat	this	way	forever.	The	secret	to	success	is
to	be	educated	and	gain	 the	knowledge	 first.	The	more	you	 learn,	 the	easier	 it
becomes	to	eat	 this	way	for	 the	rest	of	your	 life,	especially	knowing	that	other
people	are	committing	suicide	with	food	all	around	you.

Many	people	 think	 they	are	already	eating	a	healthy	diet;	but	 they	are	not.
These	people	are	following	a	misguided	notion	of	a	“balanced”	diet.	Under	this
formula,	 when	 they	 want	 to	 lose	 weight,	 they	 try	 to	 eat	 less.	 But	 this	 almost



never	 works	 in	 the	 long	 run.	 It	 is	 very	 hard	 to	 cut	 portion	 size	 and	 not	 feel
hungry,	and	it	is	even	more	difficult	to	feel	hungry	and	not	eat.	People	continue
to	 drastically	 cut	 portion	 sizes,	 follow	 popular	 fads,	 and	 go	 on	 and	 off	 diets.
Through	all	of	this,	they	still	don’t	eat	enough	healthy,	nutrient-dense	food,	and
they	still	consume	low	levels	of	crucial	nutrients.

Traditional	calorie-restriction	dieting	is	unhealthy	in	the	long	run	and	cannot
be	 sustained	 for	 many	 reasons.	 The	 traditional	 view	 of	 dieting,	 which	 entails
watching	portion	sizes	and	calories,	has	already	been	shown	to	fail	more	than	90
percent	 of	 the	 time	 because	 as	 dieters’	 nutrient	 levels	 go	 down,	 they	 develop
cravings	and	feel	poorly.	We	will	never	permanently	succeed	at	weight	loss	until
we	care	about	our	long-term	health	and	decide	to	consume	a	better	quality	diet
that	contains	lots	of	nutrient-rich	foods.	Then,	as	a	consequence	of	eating	a	high-
nutrient	 diet	 and	 getting	 fueled	with	 antioxidants	 and	 phytochemicals,	we	will
gradually	and	naturally	lose	our	desire	to	overeat.

What	 makes	 the	 Nutritarian	 program	 for	 lowering	 cholesterol,	 improving
health,	and	losing	weight	work	so	effectively	is	the	large	volume	of	healthy	food
I	ask	you	to	eat.	By	eating	so	much	of	the	“good	stuff,”	you	will	naturally	desire
less	food	that	is	not	rich	in	nutrients.	You	will	also	find	it	easy	and	fulfilling	to
make	 the	 necessary	 changes	 to	 achieve	 the	 results	 you	 have	 been	 looking	 for.
Gradually	 your	 taste	 and	 food	 preferences	will	 change,	 and	 you	will	 find	 that
healthy	dishes	and	foods	are	what	you	prefer	and	enjoy	the	most.

Why	do	I	personally	eat	this	way?	Because	I	enjoy	eating	as	much	food	as	I
want.	I	like	eating	great-tasting	food.	I	like	the	fact	that	I	can	maintain	my	ideal
weight	without	any	effort	or	dieting.	 I	value	 the	 fact	 that	 I	 can	be	emotionally
and	intellectually	secure	in	feeling	that	I	am	totally	protected	from	heart	disease
and	 stroke.	 I	 feel	 great	 and	 am	 able	 to	 maintain	 my	 youthful	 stamina	 and
strength.	For	me,	eating	healthfully	is	not	a	sacrifice,	nor	does	it	require	a	will	of
iron.	It	is	the	way	I	enjoy	eating	so	I	can	live	life	to	the	fullest.	It	is	a	blessing.

Losing	Weight	Becomes	Effortless
Getting	thinner	is	extremely	important	to	maximally	lower	your	cholesterol	and
protect	 yourself	 from	 heart	 disease	 and	 cancer.	 It	 is	 well	 established	 in	 the
scientific	 literature	 that	your	heart	disease	 risk	 increases	as	your	percentage	of
body	fat	gets	higher.51

Visceral	fat	(intra-abdominal	fat	and	the	central	deposition	of	fat	around	the
organs)	 is	 particularly	 and	 independently	 related	 to	 heart	 attack	 risk.52	 This



means	 that	visceral	 fat	has	heart	disease–promoting	effects	 that	are	 in	addition
to,	and	separate	from,	high	cholesterol,	high	blood	sugar	levels,	and	high	blood
pressure.53	In	other	words,	controlling	risk	factors	is	not	sufficient;	you	have	to
get	rid	of	the	dangerous	fat	in	your	body	too.

Body	fat	drops	quickly	with	a	Nutritarian	diet,	but	you	do	not	have	to	worry
about	dropping	weight	too	fast	because	you	are	flooding	your	body	with	health-
supporting	micronutrients.	As	you	get	closer	 to	your	 ideal	weight,	your	weight
loss	 will	 gradually	 slow	 down	 and	 then	 stop.	 Your	 body	 is	 a	 very	 intelligent
machine,	and	when	you	eat	correctly,	it	will	achieve	its	ideal	weight	and	you	will
lose	both	subcutaneous	fat	(the	pinchable	fat	under	the	skin)	and	visceral	fat.

If	 you	 consume	 a	 diet	 rich	 in	 nutrient-dense	 foods,	 you	 can	 disease-proof
your	body.	Superior	nutrition	has	such	a	powerful	effect	on	the	body’s	ability	to
defend	 itself	 against	 illness	 that	 it	 can	 force	 genetics	 to	 take	 a	 secondary	 role.
This	means	that	our	genetic	weaknesses	can	remain	at	bay.	However,	if	you	have
already	developed	serious	disease,	you	cannot	merely	dabble	in	healthy	eating—
every	mouthful	of	food	counts	toward	making	you	better.	With	a	diet-style	that
is	perfected	 to	maximize	disease	 reversal,	you	can	earn	back	your	health.	You
can	 do	what	 drugs	 and	 surgeries	 cannot	 do.	 Only	 nutritional	 excellence	 gives
you	 the	 ability	 to	 adequately	 protect	 yourself	 and	 recover	 from	 your	 dietary-
induced	medical	conditions.

If	 you	want	 to	 throw	 away	your	medications	 and	 recover	 from	high	 blood
pressure,	 diabetes,	 asthma,	 fatigue,	 allergies,	 or	 arthritis	 (to	 name	 just	 a	 few),
you	 can	 put	 this	 information	 into	 action	 and	 bring	 about	 a	 predictable
improvement	 in	 your	 health.	 The	 Nutritarian	 program	 can	 even	 reverse	 the
amount	of	obstructive	plaque	and	fatty	deposits	in	your	blood	vessels,	restoring
normal	blood	flow	to	the	heart.	With	the	help	of	your	doctor,	 this	program	can
help	you	to	slowly	reduce—and	to	eventually	cease—your	dependence	on	drugs.
It	may	enable	you	to	avoid	open-heart	surgery	and	other	invasive	procedures.	It
has	saved	the	lives	of	countless	others,	and	it	could	save	your	life	too.



CHAPTER	TWO

Bypassing	Angioplasty

When	it	comes	to	treating	heart	disease,	modern	medical	technology,	including
surgical	 intervention	 and	 drug	 therapy,	 is	 expensive,	 invasive,	 and	 largely
ineffective.

Traditional	 medical	 approaches,	 such	 as	 angioplasty	 with	 stent	 placement
and	 coronary	 artery	 bypass	 grafting	 (CABG),	 pose	 serious	 risks	 and,	 studies
show,	 do	 not	 benefit	 stable	 patients.	 What	 is	 most	 alarming	 is	 that	 these
treatments	 target	stable	plaque	 that	 is	not	 in	danger	of	 rupturing	 to	 form	a	clot
and	 ignore	 the	 dangerous,	 unstable	 plaque	 that	 doesn’t	 show	 up	 in	 tests.	 In
contrast	 to	 the	 traditional	 approach,	 a	 Nutritarian	 diet	 approach,	 which
emphasizes	 a	 diet	 rich	 in	 nutrient-dense	 plant	 foods,	 can	 resolve	 and	 even
reverse	cardiovascular	disease	and	rejuvenate	the	blood	vessels.

You	ate	 the	SAD	 for	most	 of	 your	 life.	You	developed	heart	 disease.	And
now,	your	cardiologist	 is	 telling	you	 that	you	need	angioplasty	or	CABG,	also
called	bypass	surgery.	Faced	with	the	evidence	of	a	95	percent	obstruction	in	a
major	 coronary	 vessel,	 you	 require	 treatment	 to	 open	 up	 the	 occluded	 blood
vessel	so	the	blood	can	flow	into	your	heart—or,	you	are	told,	you	could	die.	Is
that	true?	What	should	you	do?

Certainly,	 these	modern	medical	 technologies,	 surgical	 techniques,	 billions
of	dollars	of	procedures,	and	hospital	real	estate	would	not	exist	unless	they	were
useful	and	could	extend	your	life,	right?	These	procedures	have	to	work,	or	your
doctor	would	not	be	insisting	on	them,	right?

Wrong!	On	both	counts.
A	careful	 review	of	medical	 studies	on	 this	 issue	demonstrates	 that	even	 if

you	have	advanced	cardiovascular	disease,	these	procedures	likely	shorten	your
life,	not	lengthen	it.	But	before	you	can	understand	why	traditional	medical	care
is	 futile	and	 in	most	cases	harmful,	you	need	 to	understand	some	basics	about
the	heart	and	heart	disease.



What	Is	Heart	Disease?
Your	heart	is	a	powerful	muscle	that	pumps	3,000	gallons	of	blood	through	your
body	each	day.	Like	other	muscles,	it	requires	a	continuous	supply	of	energy	and
oxygen.	But	because	it	is	always	working,	the	heart	is	a	large	utilizer	of	oxygen
in	the	body.	The	heart	gets	the	oxygen	and	nutrients	it	needs	from	the	coronary
arteries,	 which	 supply	 it	 with	 blood.	 Most	 heart	 disease	 is	 coronary	 artery
disease	(CAD).

CASE	HISTORY:	PROOF	FROM	A	PATIENT

A	 47-year-old,	 240-pound	 man	 with	 high	 blood	 pressure	 and	 high
cholesterol	was	evaluated	with	Doppler	ultrasound	of	his	carotid	arteries	and
found	 to	 have	 an	80	percent	 obstructed	 carotid	 artery	on	 the	 left	 side.	His
physician	 warned	 him	 that	 he	 was	 at	 high	 risk	 of	 having	 a	 stroke	 and
suggested	 he	 have	 a	 carotid	 endarterectomy	 to	 remove	 the	 obstructive
plaque.	He	read	my	book	Eat	to	Live,	changed	his	diet,	and	lost	80	pounds	in
one	year.	His	high	blood	pressure	 resolved,	but	most	surprisingly	his	LDL
cholesterol	levels	dropped	exactly	80	points	too.	A	repeat	ultrasound	of	his
carotid	artery	demonstrated	only	a	40	percent	obstruction,	meaning	that	half
had	melted	away.	Two	years	after	he	began	my	dietary	recommendations,	no
plaque	was	detectable	on	ultrasound.

His	results	from	changing	to	a	Nutritarian	diet:
	

•		80	pounds	lost
	

•		80-point	reduction	in	LDL	cholesterol
	

•		80	percent	obstruction	gone

	

Glossary
Coronary	 artery	 disease	 (CAD)	 is	 the	 narrowing	 or	 obstruction	 to
blood	 flow	 that	 develops	 inside	 the	 lumen	 (interior)	 of	 the	 coronary



vessels,	 usually	 caused	by	atherosclerosis,	 or	 hardening	of	 the	 arteries.
Narrowing	 can	 also	 be	 caused	 by	 stenosis,	 or	 a	 type	 of	 scarring	 that
occurs	after	a	medical	procedure.

	

Atherosclerosis	 is	 the	 buildup	 of	 cholesterol-laden	 fatty	 plaque	 in	 the
interior	of	blood	vessels.	Over	 time,	 as	plaque	builds	up,	 inflammatory
products	 and	 calcium	 stick	 to	 the	 fatty	 streaks	 and	 softer	 plaque	 in	 the
wall,	 and	 it	develops	a	harder,	calcified	cap	over	 the	softer	 fatty	 (lipid)
base.

	

When	 enough	 obstruction	 and	 resistance	 to	 blood	 flow	 occurs,	 the	 heart
muscle	experiences	a	restriction	in	blood	flow,	or	ischemia,	which	can	result	in
chest	 pain,	 or	 angina.	 Ischemia	 causes	 a	 shortage	 of	 the	 oxygen	 and	 glucose
needed	 for	 cellular	 metabolism	 and	 healthy	 tissues.	 If	 the	 blood	 flow	 in	 that
vessel	 is	 suddenly	 and	 completely	 cut	 off,	 the	 death	 of	 that	 section	 of	 heart
muscle	can	occur.	This	results	in	a	heart	attack,	or	myocardial	infarction.

Most	heart	attacks	are	caused	by	a	clot	that	forms	within	the	blood	vessel	and
enlarges	to	the	extent	that	it	obstructs	the	flow	of	blood.	Clots	are	prone	to	form
in	areas	where	there	is	plaque	with	a	thin,	calcified	cap	that	is	most	vulnerable	to
cracking	or	rupture.	If	the	hard	surface	of	the	plaque	cracks	or	tears,	the	soft	fat
inside	 is	 exposed,	 spilling	 into	 the	 lumen	 (open	 center)	 of	 the	 artery	 and
releasing	 inflammatory	 cytokines	 that	 attract	 platelets	 to	 the	 site	 of	 the	 injury.
When	 these	platelet	cells	clump	together,	 they	can	form	a	clot	 large	enough	 to
block	the	artery.

For	 years,	 doctors	 thought	 that	 the	 main	 cause	 of	 heart	 attacks	 was	 the
buildup	of	fatty	plaque.	They	believed	that	over	 time	the	vessel	would	become
so	narrow	 that	 flow	would	be	 compromised,	 and	 eventually	 the	 vessels	would
close	up	or	be	clogged.

Now	we	know	that	the	facts	are	much	different.	Most	of	the	large	clots	that
create	heart	attacks	occur	in	parts	of	the	heart	where	the	arteries	are	not	severely
narrowed.	Instead,	they	occur	in	areas	where	the	plaque	is	soft	and	has	a	thinner
cap,	sitting	on	an	unstable,	cholesterol-laden	base.	The	propensity	of	plaque	 to



rupture	 and	 create	 a	 complication	 or	 infarct	 depends	 on	 two	 other	 important
criteria:	 the	 tensile	 stress	 (destabilizing	 pressure)	 on	 the	 fibrous	 cap,	 and	 the
amount	of	 inflammatory	white	blood	cells	(leukocytes)	 that	have	infiltrated	the
lipid	segment.

Older,	more	 stable	 plaques,	whose	 inflammatory	 reaction	 has	 cooled,	 have
been	infiltrated	by	more	smooth	muscle	and	more	fibrotic	(scar)	tissue	and	have
thicker,	calcified	caps.	The	bases	of	these	older	plaques	are	also	under	less	stress
than	 the	stress	at	 the	periphery	of	nonobstructing,	eccentric	plaques	of	varying
density	and	consistency.	The	older,	more	stable	plaques,	 though	more	uniform,
are	 larger	and	more	 likely	 to	obstruct	blood	flow,	 leading	 to	angina.	Those	are
the	 plaques	 typically	 treated	 with	 angioplasty	 and	 stenting,	 yet	 they	 are	 not
vulnerable	plaques	and	not	likely	to	initiate	a	clot	that	can	cause	an	infarction.

Now	we	know	that	a	certain	type	of	plaque	and	a	certain	type	of	biochemical
event	most	 often	 trigger	 a	 heart	 attack.	 These	 plaques	 are	 often	 not	 visible	 to
conventional	cardiac	 testing,	 such	as	 stress	 tests	 and	angiograms,	because	 they
do	 not	 obstruct	 blood	 flow,	 or	 impinge	 on	 the	 vessel	 lumen	 sufficiently	 to	 be
visualized	by	such	tests.

The	 important	 takeaway	message	 here	 is	 how	 important	 it	 is	 to	 be	 able	 to
understand	 what	 distinguishes	 risky	 coronary	 plaque	 from	 stable	 coronary
plaque.	It	is	important	to	recognize	that

	

Plaque	 can	 become	 stable	 with	 dietary	 excellence,	 and	 it	 can	 become
unstable	relatively	quickly	with	dangerous	eating.	It	is	the	more	recently
deposited,	 and	 more	 recently	 modified,	 plaque,	 resulting	 from	 eating
dangerously,	that	can	create	vulnerable	plaque	and	make	semi-vulnerable
plaque	more	vulnerable,	precipitating	a	cardiac	event.

	

Angioplasty	 and	 bypass	 surgery	 do	 not	 address	 or	 fix	 the	 vulnerable
plaque	 in	 a	 person’s	 coronary	 circulation.	 These	 procedures	 mostly
address	the	least	dangerous	(old)	plaque	and	therefore	have	no	effect	on
reducing	the	risk	of	future	cardiac	events.	However,	eating	carefully,	 in
the	manner	I	prescribe,	can	immediately	make	plaque	less	vulnerable	by
reducing	 inflammatory	 cells,	 reducing	 soft	 plaque,	 and	 reducing	 tensile
stress.	Superior	nutrition	stabilizes	both	the	base	of	the	plaque,	to	keep	it



from	rupturing,	and	the	cap	of	the	plaque,	to	keep	it	from	cracking.

AVOID	THE	“HOLIDAY	HEART	ATTACK”
For	many	 years,	 researchers	 have	 been	 intrigued	 by	 a	 disturbing	 pattern:	 The
number	of	deadly	heart	attacks	increases	during	the	winter	holiday	season,	with
distinct	 spikes	around	Christmas	and	New	Year’s	Day.	The	cardiologist	Philip
Ettinger	coined	the	term	“holiday	heart	syndrome”	in	1978	in	a	study	of	twenty-
four	patients	who	drank	heavily	and	regularly	but	also	had	a	holiday	or	weekend
binge	 before	 the	 study.1	 He	 demonstrated	 the	 toxic	 effects	 of	 alcohol	 on	 the
heart	and	the	rhythm	disturbance	it	promoted.

In	 a	 2004	 study	 researchers	 examined	 fifty-three	 million	 U.S.	 death
certificates	from	1973	to	2001.	They	noted	that	“the	number	of	cardiac	deaths	is
higher	on	Dec.	25	than	on	any	other	day	of	the	year,	second	highest	on	Dec.	26,
and	third	highest	on	Jan.	1.”2

These	findings	of	holiday	heart	attacks,	or	the	“Merry	Christmas	Coronary”
and	“Happy	Hanukkah	Heart	Attack,”	shoot	up	consistently	across	the	country.
They	hold	 true	even	 in	balmy	climates	 such	as	Los	Angeles,	where	 the	winter
weather	stays	mild	and	no	one	ever	wields	a	snow	shovel.	During	the	holidays,
legions	 of	 Americans	 eat	 and	 drink	 too	 much.	 They	 eat	 out	 at	 gatherings	 of
family	and	friends,	they	receive	food	as	gifts,	and	they	take	in	more	salt.	To	put
it	simply,	they	just	get	full	of	food—and	much	of	it	is	unhealthy	food,	too.	Add
increased	caffeine	and	alcohol	consumption	to	the	mix,	and	you	have	the	perfect
ingredients	for	cardiac	problems,	such	as	atrial	fibrillation	and	stroke.

The	 point	 is	 this:	Celebrations	 that	 include	 excess	 eating	 and	 drinking	 and
that	focus	on	dangerous	foods	cause	many	people	to	die	needlessly.

The	 rapid	weight	gain	associated	with	holidays,	and	vacations,	doesn’t	 just
increase	 fat	 on	your	waist—it	 also	 enhances	visceral	 deposits	 of	 fat,	 including
soft	 lipid	accumulation	 in	plaque.	Then	 the	 increased	 inflammation	 from	sugar
and	alcohol	immediately	affects	the	endothelium	(the	interior	lining	of	the	blood
vessels)	 by	 increasing	microvessels,	 or	pores.	This	 allows	white	blood	cells	 to
enter	the	plaque,	enhancing	its	propensity	to	rupture	even	further.

CHARACTERISTICS	OF	DANGEROUS	(MOST	VULNERABLE)
PLAQUE



•		The	lipid	segment	of	the	plaque	is	more	substantial.
•	 	The	lipid	segment	is	 infiltrated	with	many	inflammatory	cells	(especially
macrophages).

•		The	fibrous	cap	is	thin.
•		There	is	significant	tensile	stress	at	the	edge	of	the	plaque.

CHARACTERISTICS	OF	LEAST	DANGEROUS	(LEAST
VULNERABLE)	PLAQUE

•	 	 The	 smooth	 muscle	 segment	 of	 the	 atheroma	 (fatty	 buildup)	 is	 more
substantial.

•		There	are	few	inflammatory	cells.
•		The	fibrous	cap	is	thick.
•		There	is	less	tensile	stress	on	the	plaque.



Green	vegetable	 consumption	 and	 a	 nutrient-dense,	 plant-rich	 (NDPR)	diet
with	a	 low-glycemic	 load	work	 in	 the	opposite	way.	You	lose	weight,	suck	fat
out	of	plaque,	lower	blood	pressure,	and	restore	blood	vessel	elasticity	(lessening
tensile	 stress).	 Antioxidants	 and	 phytochemicals	 help	 to	 prevent	 inflammation
and	enhance	plaque	repair.	In	other	words,	you	can	raise	or	lower	your	risk	of	a
cardiac	event	within	days.

Invasive	Cardiac	Procedures	and	Surgeries	Are	Not	Effective
Do	you	think	that	being	evaluated	by	a	cardiologist	or	radiologist	 to	determine
whether	you	have	significant	coronary	blockage	will	enable	an	intervention	at	an
early	enough	point	to	save	your	life?	If	you	do,	I	have	some	bad	news	for	you:
That	kind	of	thinking	is	dead	wrong.	Angioplasty	and	stents,	as	well	as	cardiac
surgery,	treat	symptoms	and	ignore	the	major	burden	of	threatening	disease.

	

Glossary

	
Coronary	artery	bypass	grafting	(CABG),	commonly	known	as	heart
bypass	surgery,	is	the	most	common	heart	surgery	in	the	United	States.	A
healthy	 artery	or	 vein	 is	 connected	 (grafted)	 to	 the	obstructed	 coronary
artery,	creating	a	new	path	for	the	blood	to	flow	to	the	heart	muscle.	The
blood	bypasses	the	obstructed	vessel,	with	a	resulting	relief	in	angina.

The	 serious	 risks	 of	CABG	 include	 an	 increased	 risk	 of	 stroke	 and
overall	death	rate	compared	with	percutaneous	coronary	intervention	(see
below),	loss	of	mental	function	in	the	elderly,	atrial	fibrillation,	and	other
more	 unusual	 events,	 such	 as	 failure	 of	 the	 sternum	 to	 close	 properly
after	surgery.

	

Percutaneous	 coronary	 intervention	 (PCI)	 (or	 angioplasty	with	 stent
placement)	is	a	nonsurgical	procedure	during	which	the	physician	feeds	a
thin	flexible	 tube,	or	catheter,	from	the	groin	or	arm	into	the	heart.	The



catheter	has	a	deflated	balloon	on	the	end,	and	when	the	tube	reaches	the
blockage,	 it	 is	 forced	 though.	 The	 balloon	 is	 then	 inflated	 to	 open	 the
artery,	 allowing	blood	 to	 flow	better.	Then	 a	 stent,	 or	 short	metal	wire
tube,	 is	 placed	 to	 prevent	 the	 stretched	 vessel	 from	 closing	 up	 again
quickly.

The	 most	 serious	 risks	 of	 PCI	 include	 death,	 heart	 attack,	 stroke,
ventricular	fibrillation	(nonsustained	ventricular	tachycardia	is	common),
and	aortic	dissection.	Heart	attacks	induced	by	heart	muscle	injury	occur
in	3–5	percent	of	patients,	and	one	study	showed	that	1.2	patients	out	of
every	100	died	in	the	hospital	undergoing	PCI.3	Restenosis	(the	growing
back	of	scar	 tissue	and	plaque	around	the	stent)	still	occurs	 in	about	20
percent	of	people	who	undergo	angioplasty	and	stenting.

When	more	extensive	disease	is	present	or	the	obstructed	vessels	are
not	amenable	to	stenting,	CABG	is	preferred	over	PCI.

	

During	cardiac	 catheterization	 a	 catheter	 is	 put	 into	 a	blood	vessel	 in
the	arm,	groin	(upper	thigh),	or	neck	and	threaded	to	the	heart.	Through
the	catheter,	a	doctor	can	perform	diagnostic	tests	and	treatments.

	

During	coronary	angiography	or	coronary	angiogram	a	special	type	of
dye	is	injected	into	the	catheter;	it	then	flows	through	your	bloodstream
to	 your	 heart	 and	 makes	 the	 interior	 lumen	 of	 your	 coronary	 arteries
visible	on	radiographs.

	

Since	atherosclerotic	plaque	blankets	many	parts	of	the	numerous	vessels	in
the	 heart,	 bypassing	 or	 removing	 the	 most	 obstructive	 portion	 still	 does	 not
address	 all	 the	 shallow	 and	 nonobstructive	 lipid	 deposits	 that	 are	 more
vulnerable	 and	 thus	 more	 prone	 to	 cause	 heart	 attack.	 The	 major	 burden	 of
disease	 is	 left	 intact,	 and	 therefore	 the	 potential	 for	 a	 deadly	 heart	 attack	 is
largely	unaffected.

The	tactic	of	using	surgical	and	high-tech	interventions	as	a	substitute	for	a



healthy	 diet	 is	 doomed	 to	 fail.	 Whenever	 CAD	 is	 present	 and	 surgical
intervention	occurs,	the	vast	bulk	of	plaque	is	still	left	untreated.	Atherosclerosis
is	a	dietary-induced	disease	that	spreads	throughout	the	heart,	not	only	in	those
areas	visualized	by	angiograms.	The	vast	majority	of	patients	who	undergo	these
interventions	do	not	have	fewer	new	heart	attacks	or	live	longer.4

The	procedures	themselves	expose	patients	to	more	risk	of	new	heart	attacks,
strokes,	infection,	encephalopathy	(disease	in	the	brain),	and	death.	Angioplasty,
with	 or	 without	 stenting,	 also	 damages	 the	 treated	 blood	 vessel.	 It	 increases
inflammation	in	the	treated	vessel	and	raises	levels	of	C-reactive	protein,	which
creates	 restenosis	 and	 increases	 the	 risk	 of	 recurrent	 coronary	 events.5

Restenosis,	 which	 occurs	 in	 30–50	 percent	 of	 angioplasty-treated	 patients,6	 is
more	 resistant	 to	 regression	 with	 nutritional	 approaches	 than	 native
atherosclerosis.

Once	 an	 individual	has	 a	 stent	 placed,	 that	 foreign	body	 in	 the	vessel	wall
increases	 inflammation	at	 the	edge	of	 the	stent.	This	can	enhance	 the	potential
for	the	treated	area	to	generate	a	clot,	leading	to	a	future	heart	attack.	It	is	routine
to	combine	aspirin	with	another	anticlotting	drug	to	help	lessen	this	risk.	Patients
are	 typically	 kept	 on	 these	 medications	 for	 years,	 increasing	 their	 risk	 of
gastrointestinal	bleed	or	hemorrhagic	stroke	(bleeding	into	the	brain).

To	accommodate	the	increased	risk	of	the	stent,	patients	have	no	option	but
to	 increase	 their	 future	 risk	 of	 bleeding	 to	 death.	 I	 suppose	 this	 might	 be
acceptable	if	patients	had	no	other	option,	but	they	do	have	one—and	it’s	much
more	 effective	 than	 stenting.	That	option	 is	 to	 adopt	 a	Nutritarian	NDPR	diet-
style	that	has	a	low	glycemic	load.

Stenting	represents	not	only	a	risky	and	flawed	medical	procedure,	but	also	a
serious	 economic	 burden	 on	 society.	 It	 is	 costly,	 and	 when	 it	 fails,	 further
treatment	 strategies	 include	 even	 more	 expensive	 approaches.	 Even	 the
temporary	 relief	 of	 angina	 (symptomatic	 benefits)	 from	 angioplasty	 and
subsequent	interventions	erode	with	time.

In	 the	United	States	alone,	 the	 total	cost	 for	 the	diagnosis	and	 treatment	of
heart	disease	with	angioplasty	and	coronary	bypass	 surgery	now	exceeds	$100
billion	annually,	despite	the	limited	effectiveness	of	these	procedures.	Almost	all
of	 these	 costly	 and	 invasive	 procedures	 represent	 what	 I	 call	 “uninformed
malpractice.”	 In	 other	 words,	 these	 invasive	 procedures	 are	 most	 often	 done
without	 patients	 being	 truly	 informed	 about	 their	 limited	 benefit	 and	 their
significant	risks.	In	addition,	patients	most	likely	are	not	told	of	the	effectiveness



and	 safety	 of	 nutritional	 excellence,	 as	 shown	 by	 numerous	 studies	 available
today.	 Without	 this	 critical	 information,	 how	 can	 patients	 compare	 the	 two
approaches	and	give	truly	informed	consent?

These	medical	 interventions	 do	 not	 address	 the	 cause	 of	 the	 disease;	 they
treat	only	 the	symptoms—an	approach	that	 lessens	pain	for	a	 limited	period	of
time.	 So	 it	 is	 not	 surprising	 that	 patients	 undergoing	 bypass	 surgery	 and
angioplasty	experience	disease	progression,	graft	shutdown,	restenosis,	and	more
procedures	 as	 their	 heart	 disease	 continues	 to	 advance.	 This	 nearly	 ubiquitous
advancement	of	pathology	is	inevitable,	because	these	treatments	simply	do	not
work.	Most	 patients	who	undergo	 these	 procedures	 needlessly	 die	 prematurely
from	heart	disease	because	their	disease	remains	essentially	untreated.7

When	we	 combine	 these	medical	 interventions,	which	 are	 ineffective	 or	 at
best	 only	 marginally	 effective,	 with	 the	 incorrect	 dietary	 advice	 that	 most
doctors	and	dietitians	provide	(specifically,	 to	reduce	fat	and	cholesterol	 intake
and	 eat	 less	 red	 meat	 and	 more	 chicken	 and	 fish),	 we	 get	 predictable	 future
cardiac	 tragedies.	 Numerous	 studies	 have	 demonstrated	 that	 following	 the
typical	 dietary	 recommendations	 of	 the	 American	 Heart	 Association	 to	 hold
cholesterol	 to	 less	 than	 200	 mg/day	 and	 to	 reduce	 dietary	 fat	 to	 less	 than	 30
percent	just	doesn’t	work.8	These	“politically	correct”	diets	fail	to	recognize	that
the	nutritional	cause	of	heart	disease	is	not	simply	a	question	of	eating	less	fat.
Moderation	kills,	because	heart	disease	still	advances.

Getting	Tested	and	Treated	for	Coronary	Obstructive	Disease	Won’t	Help

Everyone	who	eats	the	traditional	SAD,	is	overweight,	and	has
high	blood	pressure	and	high	cholesterol	is	at	risk.

Even	a	small	coating	of	vulnerable	plaque,	invisible	to	standard	cardiac	testing,
can	cause	a	heart	attack—and	typically	does.	The	important	point	to	remember	is
this:	Individuals	without	major	blockages	of	their	great	vessels,	who	might	have
only	 30–50	 percent	 narrowing	 of	 the	 vessels,	 are	 just	 as	 likely	 to	 have	 a	 fatal
cardiac	event	as	those	with	more	significant	blockages.	And	yet,	stress	tests	and
angiography	don’t	even	show	these	individuals	as	having	heart	disease.

Stress	tests	identify	only	those	blockages	that	obstruct	more	than	85	percent
of	the	vessel	lumen.	A	“normal”	stress	test	does	not	mean	that	you	do	not	have
significant	 heart	 disease,	 do	 not	 have	 lots	 of	 dangerous	 plaque,	 or	 will	 not
shortly	have	a	heart	attack.



When	lipid-filled	atheromas	first	develop	on	the	wall	of	a	blood	vessel,	 the
walls	remodel	outward,	preserving	the	lumen.	These	are	the	most	vulnerable	or
lethal	 plaques,	 and	 they	 do	 not	 obstruct	 or	 encroach	 on	 the	 blood	 flow.	 Even
coronary	 catheterization	 (angiography)	 does	 not	 identify	 these	 smaller,	 non-
occluding	 atherosclerotic	 deposits.	 Therefore,	 interventional	 strategies	 do	 not
treat	 patients	with	 shallower	 lesions,	 despite	 the	 fact	 that	 these	 are	 the	 people
who	suffer	the	most	heart	attacks.9

If	 the	 plaque	 deposit	 does	 not	 impinge	 significantly	 on	 blood	 flow	 or
compromise	 the	 lumen	by	30	percent	or	more,	 the	plaque	 is	 typically	not	even
seen	on	coronary	angiography.	And	since	you	now	know	that	it	is	not	the	extent
of	the	blockage	that	determines	risk	but	rather	the	vulnerability	of	the	plaque,	or
its	 propensity	 to	 rupture,	 you	 can	 understand	 why	 70–80	 percent	 of	 all
myocardial	infarctions	are	caused	by	plaque	that	is	not	obstructive	or	visible	on
angiography	or	stress	tests.

What	Do	Authorities	Recommend?
The	majority	of	cardiologists	today	recommend	cardiac	catheterization	followed
by	a	 revascularization	procedure	 to	 improve	blood	 flow,	or	bypass	 surgery	 for
individuals	 with	 abnormal	 stress	 tests	 and	 subsequent	 angiogram	 for	 those
experiencing	 heart-related	 chest	 pain	 with	 activity.	 But	 this	 is	 not	 the	 current
standard	 of	 practice	 recommended	 by	 the	 American	 Heart	 Association	 or	 the
American	College	of	Cardiology.	These	organizations	now	realize	that	no	high-
quality	 scientific	 data	 suggest	 that	 patients	 with	 stable	 CAD	 should	 even	 be
evaluated	with	 angiography,	 let	 alone	 treated	with	 angioplasty	 and	 stenting	 or
CABG.	 “Stable	 CAD”	 means	 disease	 that	 is	 not	 rapidly	 worsening,	 thereby
being	suggestive	of	older,	obstructive	plaque.

These	 newest	 guidelines,	 intended	 to	 advise	 cardiologists	 and	 other
physicians	on	 the	most	updated	scientific	 investigations,	 recognize	 that	cardiac
catheterization	 procedures	 have	 significant	 risk	 and	 that	 little	 is	 gained	 by
identifying	and	treating	stable	CAD.10

The	 studies	 on	 this	 subject	 show	 that,	 even	 compared	 with	 something	 as
ineffective	as	what	is	known	as	optimized	medical	therapy,	which	is	essentially
just	giving	patients	cholesterol-lowering	drugs	and	treating	high	blood	pressure,
an	 invasive	 evaluation	 with	 cardiac	 imaging	 and	 revascularization	 treatment
does	nothing	 to	prevent	 future	cardiac	events	 and	hospitalizations	or	 to	extend



life.11	And	of	course,	such	therapy	does	not	include	optimal	nutritional	therapy,
which	is	the	missing	piece	of	this	puzzle.

These	official	guidelines	recognize	that	invasive	diagnostic	procedures	have
significant	complications.	Reported	complications	of	angioplasty	include	death,
stroke,	 heart	 attack,	 bleeding,	 infection,	 allergic	 or	 anaphylactic	 reactions,
vascular	damage,	kidney	damage,	arrhythmias,	and	sometimes	even	the	need	for
emergency	surgery.	And	these	complications	are	more	likely	to	occur	in	people
who	are	older	than	70.	The	guidelines	state	further	that	“the	concept	of	informed
consent	 requires	 that	 risks	 and	 benefits	 of	 and	 alternatives	 to	 coronary
angiography	 be	 explicitly	 discussed	 with	 the	 patient	 before	 the	 procedure	 is
undertaken.”

The	 guidelines	 also	 clearly	 advise	 that	 angiography	 and	 subsequent
interventions	are	appropriate	only	if	it	is	determined	beforehand	that	a	patient	is
amenable	 to	 percutaneous	 or	 surgical	 evaluation.	 I	 can’t	 imagine	 that	 anyone
who	has	been	adequately	informed	(such	as	those	of	you	reading	the	information
within	 these	 pages)	 would	 choose	 an	 invasive,	 expensive,	 and	 potentially
dangerous	 procedure—and	 one	 that	 probably	won’t	 even	 help—over	 changing
the	way	he	or	she	eats.

Given	the	recent	advances	in	and	findings	on	the	reversibility	of	even	severe
and	advanced	CAD	with	nutritional	 intervention,	 it	 is	vital	 that	doctors	 inform
their	patients	about	this	nutritional	option	before	those	patients	are	corralled	into
expensive,	dangerous,	and	usually	needless	medical	evaluations	and	treatments.

Unless	doctors	tell	heart	patients	about	the	documented
effectiveness	of	superior	nutrition,	those	patients	are	not	getting

complete	information	and	therefore	are	not	giving	proper,
informed	consent	for	any	coronary	revascularization	procedures

they	may	undergo.

The	American	Heart	Association	 and	 the	American	College	 of	Cardiology
supplied	 conventional	 guidelines	 on	 when	 revascularization	 would	 be
appropriate	in	patients	with	very	severe	CAD.	These	guidelines	are	based	on	the
assumption	 that	 revascularization	 offers	 a	 survival	 benefit	 in	 these	 cases—
something	 that	 is	 still	 unlikely	 compared	with	 a	 change	 to	 a	 healthy,	 nutrient-
dense	diet.	These	organizations	concluded	that	revascularization	is	appropriate	in
the	following	cases:



	

1. When	 severe	 CAD	 is	 suspected	 to	 be	 the	 cause	 of	 depressed	 left
ventricular	 ejection	 fraction	 or	 transient	 heart	 failure.	 A	 low	 ejection
fraction	can	be	determined	with	an	ultrasound	of	the	heart,	which	is	a	safe
test	 that	 does	 not	 involve	 using	 contrast	 dye,	 breaking	 the	 skin,	 and
performing	radiation	and	associated	risks.

	

2. When	 severe	 CAD	 is	 suspected	 as	 the	 cause	 of	 severe	 ventricular
arrhythmias.

I	understand	that	in	these	cases	evaluation	and	revascularization	can	benefit
patients.	 But	 even	 under	 these	 relatively	 unusual	 conditions,	 we	 do	 not	 know
whether	 revascularization	would	beat	nutritional	 intervention	 in	a	head-to-head
trial.	My	guess	is	that	it	would	not.	I	base	my	opinion	on	the	reasons	discussed
above:	first,	on	the	failure	of	the	revascularization	procedure	to	generally	benefit
the	 average	 patient;	 and	 second,	 on	 the	 effectiveness	 of	 the	Nutritarian	 diet	 in
bringing	about	relatively	quick	and	dramatic	improvements	in	blood	flow	to	all
areas	of	the	heart,	not	just	the	areas	addressed	by	medical	intervention.

Of	course	the	above	discussion	is	referring	to	the	stable	patient,	not	one	who
is	 undergoing	 a	 heart	 attack	 and	 needs	 urgent	 care.	 When	 that	 is	 happening,
every	 minute	 counts,	 and	 reestablishing	 circulation	 with	 angioplasty	 or	 clot-
busting	drugs	can	be	lifesaving.	Unstable	angina	or	increasing	pain,	even	at	rest,
is	another	legitimate	indication	for	acting	urgently	to	establish	blood	flow,	as	it
could	 be	 suggestive	 of	 clot	 development,	 leading	 to	 a	 heart	 attack.	 All	 acute
coronary	syndromes	require	emergency	evaluation	and	treatment.

	

Glossary

	
Stable	 angina	 is	 chest	 pain	 of	 cardiac	 origin	 resulting	 from	 decreased
blood	 flow	 through	 the	 coronary	 vessels	 supplying	 the	 muscle
(myocardium)	 of	 the	 heart.	 Stable	 angina	 increases	 with	 activity	 and



exercise	and	improves	with	rest.

	

Unstable	 angina	 could	 be	 a	 new	 symptom	 or	 a	 change	 from	 prior
symptoms,	 but	 its	 persistent	 hallmark	 is	 that	 the	 chest	 discomfort	 and
other	symptoms	of	angina	occur	when	a	person	is	at	rest,	not	just	during
exertion.	Unstable	angina	is	significant	for	increased	risk	of	heart	attack
and	 should	be	 treated	appropriately	 as	 a	medical	 emergency.	 It	may	be
the	 only	 appropriate	 indication	 for	 coronary	 artery	 angioplasty	 and
stenting	other	than	those	procedures	done	while	a	person	is	experiencing
a	heart	attack.

	

Acute	 coronary	 syndromes	 include	 both	 heart	 attacks	 and	 unstable
angina	 usually	 associated	 with	 a	 defect	 or	 rupture	 in	 the	 plaque	 and
partial	or	complete	clot	formation	of	a	coronary	artery	(thrombosis).	All
acute	coronary	syndromes	require	emergency	evaluation	and	treatment.

	

So	what	do	I	recommend	if	you	have	CAD?	How	do	my	recommendations
differ	 from	those	you	might	get	 from	a	 typical	cardiologist?	If	you	“just”	have
high	 blood	 pressure	 and	 high	 cholesterol	 and	 are	 overweight	 or	 diabetic,	 I
recommend	 aggressive	 nutritional	 intervention	 and	 an	 exercise	 program
customized	to	your	fitness	level	and	tolerance.

If	you	have	symptoms	suggestive	of	angina	with	exertion,	then	I	recommend
you	also	use	aggressive	nutritional	intervention	to	reduce	the	plaque	burden	and
stabilize	the	plaque	so	that	it	doesn’t	form	a	clot.	You	should	monitor	your	blood
pressure	and	undergo	blood	tests.	I	also	recommend	that	you	get	a	noninvasive
test	to	monitor	heart	output	and	wall	motion,	such	as	a	cardiac	ultrasound	along
with	 a	 carotid	 ultrasound,	 which	 can	 include	 (if	 possible	 in	 your	 area)
measurement	of	the	intima-media	thickness,	as	well	as	an	accurate	determination
of	 body	 fat	 to	 monitor	 the	 lowering	 direction	 of	 plaque	 burden	 and	 body	 fat
stores.

Even	 if	 someone	 has	 chest	 pain	 with	 light	 exertion,	 with	 documented	 left



main	 disease	 (disease	 in	 the	 left	 main	 coronary	 artery)	 with	 a	 reduction	 in
ejection	fraction,	I	still	recommend	nutrition	as	the	primary	treatment	in	a	stable
patient.	 This	 is	 because	 my	 experience	 (and	 that	 of	 my	 physician	 colleagues
using	this	method)	has	shown	that	in	two	or	three	months,	ejection	fraction	can
improve	dramatically	and	angina	can	already	be	significantly	improved.	I	do	not
recommend	angiography	and	stenting	or	bypass	unless	acute	coronary	syndrome
is	present,	worsening	ejection	fraction	on	repeat	ultrasounds	is	demonstrated,	or
ventricular	arrhythmias	are	severe	or	worsening.

The	exciting	news	is	that	even	in	very	advanced	cases	of	CAD,	a	slow	and
steady	 reversal	 of	 the	 disease	 is	 possible	 through	 a	 committed	 change	 to	 a
Nutritarian	 diet.	 It	 is	 exceedingly	 rare	 that	 a	 person	will	 not	 see	 heart	 disease
resolve	with	 this	 program.	 I	 include	 an	 emergency	diet	 approach	 in	Chapter	 8
that	starts	patients	with	serious	disease	on	an	aggressive	dietary	intervention	for
maximizing	results	(see	“Radical	Weight	Reduction	Menu”	on	page	247).

The	Good	News
All	of	the	symptoms	of	heart	disease,	as	well	as	blockages,	can	melt	away	with
superior	 nutrition—without	 any	 cardiac	 intervention.	 The	 risks	 and
complications	 of	 cardiac	 interventions	 and	 bypass	 surgeries	 are	 simply	 not
necessary	 when	 people	 adopt	 an	 effective	 nutritional	 strategy.	 Instead	 of
prescribing	 drugs	 and	 recommending	 expensive	 and	 invasive	 medical
procedures,	doctors	need	 to	educate	 themselves	and	 then	educate	and	motivate
patients	to	take	charge	of	their	own	health.

People	 are	 committing	 suicide	 in	 daily	 increments,	 using	 their	 knives	 and
forks.	When	 they	experience	 the	warning	 signs	of	 cardiovascular	disease,	 they
turn	to	doctors,	expecting	to	be	saved.	Unfortunately,	it	is	almost	impossible	to
escape	 from	 the	 biological	 laws	 of	 cause	 and	 effect.	 Good	 health	 can’t	 be
bought.	Doctors	can’t	give	it	to	you	and	health	insurance	can’t	provide	it.	Good
health	has	to	be	earned.

Compelling	data	from	numerous	population	and	interventional	studies	show
that	a	natural	plant-based	diet	will	prevent,	arrest,	and	even	reverse	heart	disease.
We	look	at	this	more	thoroughly	in	the	next	chapter.	Only	via	superior	nutrition
can	 you	 remove	 and	 resolve	 the	 invisible	 but	 potentially	 dangerous	 plaque
throughout	your	coronary	arteries.

Unlike	surgery	and	angioplasty,	the	Nutritarian	dietary	approach	presented	in
this	book	does	not	merely	treat	your	heart,	but	rejuvenates	all	your	blood	vessels



and	protects	your	entire	body	against	heart	attack,	stroke,	pulmonary	embolism,
venous	 thrombosis,	 peripheral	 vascular	 disease,	 and	 vascular	 dementia.	 A
Nutritarian	diet-style	 is	your	most	valuable	 insurance	policy	 to	secure	a	 longer
life	free	of	medical	tragedy.



CHAPTER	THREE

Nutritional	Excellence,	Not	Drugs

The	standard	of	modern	medical	care	is	to	medicate	rather	than	educate	people
suffering	 from	 cardiovascular	 disease,	 high	 blood	 pressure,	 and	 a	 host	 of
problems	that	can	be	improved	and	even	reversed	through	nutritional	excellence.
In	most	 cases,	 aggressive	 drug	 treatment	 and	 surgery	 offer	 limited	 benefits	 in
terms	of	life	span	enhancement,	although	they	can	give	the	illusion	of	safety.	In
contrast,	the	Nutritarian	diet,	with	its	emphasis	on	nutrient-dense	foods	that	are
high	 in	phytochemicals,	 is	designed	 to	give	 the	body	 the	 tools	 it	needs	 to	heal
itself.	 Combined	 with	 exercise,	 the	 Nutritarian	 diet-style	 is	 the	 best	 defense
against	 the	 ravages	 of	 disease	 caused	 by	 the	 SAD.	 Remember,	 your	 health	 is
truly	in	your	hands—primarily	the	one	that	holds	your	fork.

Think	about	this	for	a	minute:	Heart	attack	rates	vary	widely	on	the	basis	of
where	you	live	and	the	 typical	eating	and	exercise	habits	of	 the	people	 in	your
region.	 We	 know	 some	 countries	 have	 much	 more	 heart	 disease	 than	 other
countries,	but	did	you	know	that	right	here	in	the	United	States,	heart	attack	rates
vary	tremendously	from	region	to	region?

For	 example,	 according	 to	 data	 from	 the	 Centers	 for	 Disease	 Control	 and
Prevention	 (CDC)	 the	 southern	 states	 of	 Alabama,	 Arkansas,	 Louisiana,	 and
Mississippi	 have	 about	 four	 times	 the	 number	 of	 heart	 attacks	 per	 thousand
compared	with	Arizona,	Colorado,	New	Mexico,	 and	Utah.1	This	 implies	 that
the	dietary	habits	of	people	in	those	southern	states	are	exceedingly	dangerous.

More	 than	one	and	a	half	million	people	will	have	a	heart	 attack	or	 stroke
this	 year	 in	 the	 United	 States,	 with	 about	 one	million	 deaths	 caused	 by	 heart
disease.	In	practical	terms,	this	amounts	to	a	needless	death	every	thirty	seconds.
In	 2011,	 the	 direct	 medical	 costs	 attributed	 to	 cardiovascular	 disease	 came	 to
$320	 billion—more	 than	 any	 other	 medical	 condition,	 including	 strokes,
peripheral	artery	disease,	and	high	blood	pressure.2



Here	are	some	heart-stopping	statistics:

	

•	 	More	 than	 one	 in	 three—or	 eighty-three	 million—U.S.	 adults	 currently
live	with	one	or	more	types	of	cardiovascular	disease.

	

•		Nearly	sixty-eight	million	U.S.	adults	have	high	blood	pressure,	and	about
half	of	them	do	not	have	this	condition	under	control.

	

•		An	estimated	seventy-one	million	U.S.	adults	have	high	cholesterol.

Drugs,	medical	procedures,	and	surgery	are	the	recommended	approaches	for
dealing	with	heart	disease	in	the	United	States.	As	a	result,	the	demand	for	high-
tech,	 expensive,	 but	 largely	 ineffective	 medical	 care	 is	 high,	 causing	 already
high	medical	costs	and	insurance	rates	to	skyrocket.	The	lifetime	medical	costs
accrued	 for	 each	 patient	with	 heart	 disease	 now	 averages	more	 than	 $750,000
and	can	approach	$1	million	in	those	with	CAD.3

The	 medical	 answer	 to	 heart	 disease	 is	 both	 financially	 devastating	 and
futile.	 An	 entire	 medical	 industry,	 with	 exploding	 costs,	 has	 developed	 to
attempt	to	deal	with	the	dangers	of	disease-causing	food.	Patients	need	to	be	told
that	 there	 is	 another	 option	 that	 is	more	 effective—one	 that	 can	 reverse	 heart
disease	 and	 protect	 their	 lives	with	 certainty.	 If	 all	 patients	 had	 access	 to	 this
information,	then	they	could	choose	which	road	was	right	for	them.

My	goal	is	for	all	patients	to	know	that	they	can	get	well	and	be	safe—and
avoid	expensive,	 invasive,	and	 futile	medical	care.	 I	want	 to	make	sure	people
know	 that	 they	 have	 a	 safer,	 noninvasive,	 and	more	 effective	 choice,	 and	 that
they	can	effectively	prevent	a	needless,	premature	death.

CASE	HISTORY:	PROOF	FROM	A	PATIENT

A	72-year-old	man	with	a	history	of	CAD	sought	nutritional	management	of
his	 angina.	 He	 had	 complained	 of	 chest	 pain	 radiating	 to	 his	 arms	 while
walking.	 A	 thallium	 stress	 test	 showed	 multivessel	 CAD,	 and	 a	 cardiac



catheterization	showed	a	95	percent	stenosis	of	his	 left	anterior	descending
artery.	 He	 refused	 angioplasty	 and	 bypass	 surgery,	 instead	 requesting
aggressive	 nutritional	 management.	 The	 man	 was	 taking	 diltiazem	 and
aspirin	daily	and	sublingual	nitroglycerin	as	needed.

On	his	own,	he	had	started	a	grain-based	vegan	diet	before	visiting	his
doctor’s	 office,	 which	 resulted	 in	 his	 losing	 14	 pounds	 (from	 180	 to	 166
pounds);	his	total	cholesterol	lowered	from	240	to	218	md/dl,	with	an	LDL
concentration	of	146	mg/dl.	His	angina	was	also	starting	to	improve.

Two	 months	 after	 starting	 the	 Nutritarian	 diet-style,	 the	 man	 lost	 an
additional	 14	 pounds,	 and	 his	 blood	 pressure	 averaged	 120/70	 mmHg	 on
diltiazem	(from	a	previous	average	of	136/64).	Over	time,	the	diltiazem	was
discontinued	gradually,	and	his	blood	pressure	remained	favorable	at	future
visits.	 In	 a	 short	 time,	 his	 chest	 pain	 resolved,	 and	 he	 did	 not	 need	 any
further	 sublingual	 nitroglycerin.	 His	 lipid	 profile	 also	 dramatically
improved,	with	 a	 total	 cholesterol	of	177	mg/dl	 and	LDL	concentration	of
107	mg/dl.	His	 cardiologist	 supported	his	decision	at	 this	 time	 to	 continue
with	nutritional	management	instead	of	undergoing	angioplasty.

At	 the	 age	 of	 78	 he	 had	 a	 repeat	 exercise	 stress	 test	 that	 showed
increased	 exercise	 tolerance,	 improved	 heart	 rate	 and	 blood	 pressure,	 and
regression	 of	 disease	when	 compared	with	 the	 previous	 stress	 test	 results.
His	lipid	profile	continued	to	decrease,	with	a	total	cholesterol	concentration
of	189	mg/dl	 and	LDL	concentration	of	81	mg/dl.	Now	 in	his	90s,	he	has
continued	to	be	free	of	high	cholesterol,	high	blood	pressure,	and	angina	and
has	remained	medication-free	and	in	good	health.

What’s	More	Effective—Food	or	Drugs?
Why	bother	with	exercise,	eating	right,	or	losing	weight,	if	we	can	just	pop	some
pills?	 Because	 the	 pills	 don’t	 do	 such	 a	 good	 job	 in	 guarding	 against
cardiovascular	disease.

The	INTERHEART	study	showed	that	for	men	and	women,	old	and	young,
and	 in	 all	 areas	 of	 the	world,	 nine	 potentially	modifiable	 factors	 such	 as	 diet,
exercise,	and	smoking	accounted	for	greater	than	90	percent	of	the	risk	of	having
a	heart	attack.4	A	recent	analysis	of	data	from	the	Nurses’	Health	Study	showed
almost	 the	 same	 thing:	 that	 92	 percent	 of	 heart	 attacks	 could	 be	 prevented	 by
adherence	to	healthy	lifestyle	habits.5



The	 point	 is	 that	 conventional	 physicians,	 who	 do	 not	 use	 an	 optimized
dietary	approach	to	disease	prevention,	have	to	recognize	 that	even	moderately
healthier	choices,	such	as	exercising,	eating	fruits	and	vegetables,	maintaining	a
favorable	weight,	 and	 not	 smoking,	 can	 reduce	 the	 incidence	 of	 heart	 disease,
stroke,	 and	 diabetes	 by	 80–90	 percent.6	 Even	 hereditary	 hypercholesterolemia
(very	high	cholesterol)	 is	 rare	enough	 that	more	 than	99	percent	of	people	can
protect	themselves	without	the	use	of	cholesterol-lowering	drugs	if	they	adopt	a
Nutritarian	 diet.	 It	 is	 important	 to	 note	 that	 common	 (and	 ubiquitous)
atherosclerotic	 heart	 disease	 is	 acquired	 by	 eating	 an	 unhealthy	 diet;	 it	 is	 not
genetic.

Pharmacological	therapies,	on	the	other	hand,	including	cholesterol-lowering
and	blood	pressure–lowering	drugs,	 reduce	cardiovascular	disease	 risk	by	only
20–30	percent—and	even	these	low	figures	are	questioned	by	many	researchers
who	 are	 skeptical	 of	 the	 clinical	 trial	 results	 reported	 by	 industry-sponsored
scientists.	 So	 even	 among	 patients	 taking	 these	 drugs,	 70–90	 percent	 of	 heart
attacks	still	occur,	depending	on	which	studies	you	consider.

The	 first	 step	 to	 applying	 this	 lifesaving	 information	 is	 to	 understand	 that
traditional	 medical	 care	 is	 risky	 and	 largely	 ineffective,	 as	 we	 just	 saw	 in
Chapter	 2.	 An	 aggressive	 nutritional	 approach	 is	 substantially	 more	 effective,
even	for	people	with	advanced	CAD.	But	in	order	for	patients	to	make	the	right
choice,	 they	 need	 to	 understand	 the	 futility	 and	 risks	 of	 conventional	medical
management.	 If	 you	 fully	 knew	 the	 risks	 and	 dangers	 of	 the	 medications
prescribed	 for	 high	 blood	 pressure,	 diabetes,	 and	 high	 cholesterol—and
understood	how	 relatively	 ineffective	 they	are—you	would	be	more	 likely	and
more	willing	to	change	the	way	you	eat.

The	fact	is	that	medical	care	can	kill	you.	And	your	loved	ones	have	no	legal
recourse	when	 it	 does,	 because	 your	 doctor	 practiced	 the	 current	 “standard	 of
care.”	In	other	words,	your	doctor	did	what	other	doctors	mostly	do.

The	decision	is	yours:	Choose	a	favorable	diet-style	and	lifestyle	that	can
effectively	protect	your	health,	or	rely	on	drugs	and	surgical	procedures,

which	cannot.

Reversing	 CAD	 via	 nutritional	 excellence	 is	 now	 an	 accepted	 and	 proven
fact.	 Doctors	 do	 their	 patients	 a	 disservice	 if	 they	 do	 not	 advocate	 superior
nutrition	and	insist	on	its	implementation.	Physicians	must	fight	aggressively	for
patient	compliance	with	nutritional	excellence	and	dispense	dietary	advice	 that



offers	patients	the	opportunity	for	a	complete	recovery.	As	I’ve	already	said,	and
say	again,	anything	less	should	be	considered	malpractice.

Physicians	 rely	 on	 medications	 for	 lowering	 high	 blood	 pressure	 and
cholesterol	 (and	 blood	 sugar,	 for	 diabetics)	 in	 an	 attempt	 to	 limit	 the	 damage
caused	by	 eating	 the	SAD	 (or	DAD—deadly	American	diet).	Then,	when	 that
fails	 and	 angina	 develops,	 they	 recommend	 angioplasty	 with	 stenting	 or
coronary	artery	bypass	surgery.

This	 raises	 a	 series	 of	 questions:	 Are	 these	medicines	 effective?	 Are	 they
safe?	Do	 they	 significantly	 extend	 human	 life	 span?	 Let’s	 first	 review	 typical
medical	 interventions	 used	 for	 high	 blood	 pressure	 and	 lowering	 cholesterol,
along	with	some	of	the	known	risks	and	how	effective	those	interventions	are	at
offering	protection.

High	Blood	Pressure

High	blood	pressure	(or	hypertension)	is	typically	the	first	sign	of	heart
attack	risk.

High	 blood	 pressure	 is	 a	 strong	 risk	 factor	 for	 developing	 heart	 disease	 and
kidney	failure,	strokes,	and	death.	Letting	your	blood	pressure	run	dangerously
high	is	not	wise.

Hypertension	 is	 often	 called	 “the	 silent	 killer”	 because	 it	 usually	 has	 no
symptoms	until	the	body	is	already	damaged	and	a	deadly	heart	attack	or	stroke
occurs.	Blood	pressure	is	made	up	of	two	numbers:	systolic	blood	pressure	and
diastolic	 blood	 pressure.	 According	 to	 the	 U.S.	 National	 Institutes	 of	 Health,
systolic	 pressure	 is	 considered	 normal	 when	 it	 is	 120	 mmHg	 or	 lower,	 and
diastolic	should	be	less	than	80	mmHg:	that	is,	120/80	mmHg.

About	 95	 percent	 of	 hypertension	 is	 essential	 hypertension,	 which	 means
that	the	high	blood	pressure	is	not	the	secondary	effect	of	some	other	condition
such	as	a	tumor	or	kidney	disease.

Essential	 hypertension	 is	 caused	mostly	 by	 enhanced	 peripheral	 resistance
from	 blood	 vessels	 that	 have	 lost	 their	 elasticity	 due	 to	 atherosclerosis	 or
hardening	of	the	arteries.	Another	important	contributor	is	the	increased	activity
of	the	sympathetic	nervous	system.	This	is	a	more	complicated	issue	but	arises
often	as	a	result	of	many	years	of	consuming	excess	sodium.	The	SAD	also	takes
its	 toll,	 inducing	 chronic	 low-grade	 inflammation	 to	 the	 interior	 lining	 of	 the
arteries	 (endothelium)	 with	 all	 its	 low-nutrient,	 processed,	 high-glycemic-load



foods	and	animal	products.	The	body-wide	stress	or	 inflammation	 from	a	poor
diet	is	often	called	oxidative	stress,	because	it	reflects	the	increased	presence	of
free	radicals.

So	in	summary,	three	main	causes	of	high	blood	pressure	are
	

•		Atherosclerosis	(stiffened	and	narrowed	blood	vessels)

	

•	 	 Chronic	 high	 salt	 intake,	 leading	 to	 increased	 sympathetic	 and	 vascular
tone

	

•	 	 Chronic	 inflammation	 damaging	 the	 endothelial	 lining,	 causing
constriction	and	decreased	elasticity

Right	 now,	 most	 people	 older	 than	 65,	 and	 27	 percent	 of	 our	 entire
population,	 are	 taking	 blood	 pressure–lowering	medications,	 making	 them	 the
most	 commonly	 prescribed	 class	 of	 drugs	 in	 the	United	States.7	There	 are	 six
classes	of	drugs	used	to	lower	blood	pressure:

	
•		Diuretics

	
•		Beta-blockers

	
•		Calcium	channel	blockers	and	direct	vasodilators

	
•	 	 Angiotensin-converting	 enzyme	 (ACE)	 inhibitors	 and	 angiotensin	 II
receptor	blockers	(ARBs)

	
•		Alpha-blockers

	
•		Nervous	system	inhibitors

The	current	consensus	among	physicians	and	medical	authorities	is	that	once
established,	 high	 blood	 pressure	 is	 a	 lifelong	 condition,	 is	 largely	 irreversible,



and	 requires	medication	 for	 the	 rest	of	 a	person’s	 life.	My	contrary	position	 is
that	high	blood	pressure	is	reversible	in	most	cases	 through	dietary	excellence,
which	 is	 substantially	more	 effective	 than	medical	management	 of	 high	 blood
pressure.	 Dietary	 excellence	 is	 also	 effective	 in	 reducing	 morbidity	 and
premature	mortality,	whereas	medications	usually	are	not.

Case	Studies
I	 now	 turn	 to	 some	 results	 from	 my	 case	 series	 and	 medical	 journal	 study
evaluating	 more	 than	 one	 thousand	 individuals	 following	 my	 dietary
recommendations	 to	 various	 degrees	 for	 more	 than	 a	 year.	 The	 group	 of
participants	were	80	percent	or	more	compliant	with	my	 recommendations.	Of
the	443	individuals	with	high	blood	pressure,	the	average	drop	in	systolic	blood
pressure	was	26	mmHg.	In	contrast,	standard	blood	pressure	medications	lower
systolic	 blood	 pressure	 on	 average	 about	 10	 mmHg.8	 The	 drop	 for	 the
Nutritarian	 patients	 in	 diastolic	 blood	 pressure	 was	 about	 15	 mmHg.	 These
results	 are	 far	 superior	 than	 the	 changes	 seen	 with	 standard	 blood	 pressure
medications,	with	the	added	benefits	of	zero	side	effects.

BLOOD	PRESSURE	REDUCTION	COMPARISON

For	 the	 328	 individuals	who	 reported	 high	 cholesterol	 but	were	 not	 taking
any	medications,	LDL	cholesterol	dropped	an	average	of	42	mg/dl.	For	the	166
individuals	who	 had	 high	 triglycerides,	 those	 levels	 dropped	 an	 average	 of	 80
points.	 Seventy-five	 individuals	 whose	 starting	 body	 mass	 index	 (BMI)	 was
above	30	kg/m2	and	whose	data	we	had	for	at	least	three	years,	lost	an	average
of	50	pounds	by	 the	end	of	year	one;	 the	average	weight	 lost	was	greater	each
consecutive	year.	All	these	results	would	have	been	even	more	spectacular	if	the
study	had	evaluated	only	those	people	who	were	100	percent	compliant	with	my
dietary	recommendations.



A	sampling	of	patients	with	advanced	disease	who	used	 this	 approach	was
also	published.	Looking	at	some	of	 these	published	case	studies	sheds	 light	on
the	 impact	 of	 applying	 this	 nutritional	 approach	 and	 gives	 you	 an	 idea	 of	 its
potential	benefits.

Reducing	blood	pressure,	body	weight,	oxidative	stress,	cholesterol,	blood
sugar,	and	other	metabolic	markers	synergistically	restores	health	to	vessels
in	the	heart,	brain,	and	peripheral	circulation.	The	dramatic	effects	seen	for

a	reduction	in	blood	pressure	parallel	the	benefits	seen	for	lowering
cholesterol,	and	the	resultant	reduction	and	eventual	resolution	of

atherosclerosis.

Case	#1
This	48-year-old	man	had	a	past	medical	history	of	obesity,	alcohol	abuse,	and
CAD.	At	6	feet	tall,	his	starting	weight	was	at	least	300	pounds	(his	home	weight
scale	went	up	to	only	300	pounds,	so	he	likely	weighed	more),	putting	him	in	the
morbidly	obese	category,	with	a	BMI	of	40.

After	having	CABG	on	four	vessels	in	September	2005,	he	resumed	his	poor
diet,	 along	 with	 smoking	 two	 to	 three	 packs	 of	 cigarettes	 per	 day	 and
occasionally	 binge	 drinking.	 In	 July	 2008,	 he	 awoke	 with	 rest	 angina,	 which
subsequently	 resulted	 in	 the	 placement	 of	 three	 cardiac	 stents	 in	 one	 of	 the
coronary	 arteries	 that	 had	 not	 been	 bypassed.	 Shortly	 after	 the	 procedure,	 he
continued	having	 severe	 angina,	 experienced	 at	 the	 slightest	 exertion,	 and	was
unable	 to	 work.	 His	 medication	 list	 included	 metoprolol	 succinate,	 200	 mg;
irbesartan,	 300	 mg;	 atorvastatin,	 20	 mg;	 clopidogrel	 bisulfate,	 75	 mg;	 and
aspirin,	 325	 mg.	 He	 had	 a	 poor	 prognosis	 and	 was	 forced	 to	 be	 sedentary
because	of	angina	even	with	minimal	walking.

CASE	#1
PARAMETER JULY	2008 JULY	2009
Weight	(lbs) 300+ 160
Blood	 pressure
(mmHg)

161/110,	 on	 irbesartan,	 300	 mg	 /
metoprolol,	200	mg

110/68,	 off
medications

Total	cholesterol 270,	on	atorvastatin,	20	mg 120,	 off
medication

LDL 148 75



Triglycerides 300+ 63
Fasting	glucose 100–120 80–90

Realizing	he	had	no	other	options,	this	man	adopted	a	Nutritarian	diet-style,
which	he	learned	about	via	an	Internet	search.	He	also	quit	smoking.	He	received
further	guidance	via	website	forums	and	discussion	groups.	He	lost	35	pounds	in
the	first	month,	and	47	pounds	in	nine	weeks.	At	this	point,	his	angina	improved
dramatically,	but	he	still	had	morning	angina	symptoms	with	mild	exertion	that
resolved	during	 the	day.	After	 six	months,	he	had	 lost	100	pounds	and	had	no
further	 angina	 symptoms,	 even	with	 exercise.	At	 that	 time,	 he	 had	 stopped	 all
medications	 other	 than	 81	 mg	 aspirin	 daily.	 After	 one	 year,	 his	 weight,	 lipid
panel,	glucose,	and	blood	pressure	were	dramatically	lower.

He	 can	 now	 exercise	 without	 angina	 or	 irregular	 palpitations.	 He	 also
stopped	 his	 smoking	 and	 binge	 drinking.	 Now,	more	 than	 five	 years	 later,	 he
maintains	his	 superior	 health	without	 any	medications	 and	without	 any	 further
cardiac	symptoms.

Case	#2
A	60-year-old	man	with	no	significant	past	medical	history	was	following	a	diet-
style	for	ten	years	that	avoided	red	and	processed	meats	and	included	vegetables,
fruits,	whole	grains,	olive	and	flax	oil,	butter,	salmon,	and	chicken.	At	5	feet	7
inches	tall	with	a	weight	of	155	pounds,	he	had	a	BMI	of	24,	placing	him	in	the
“normal	weight”	category.

CASE	#2
PARAMETER JUNE	2006 JUNE	2007
Weight	(lbs) 155 135
Waistline	(in) 35 30.5
Blood	pressure	(mmHg) 130/90 96/60
Resting	heart	rate	(bpm) 72 55
LDL 126 63
HDL 39 47
Triglycerides 80 50
Lp(a) 144 72



In	March	2006,	he	began	a	power	walking	exercise	program	and	experienced
exertional	chest	pain.	A	visit	to	a	cardiologist	revealed	a	normal	physical	exam,
electrocardiogram,	 echocardiogram,	 and	 a	 lipid	 panel	 with	 LDL	 126,	 high-
density	lipoprotein	(HDL)	39,	and	triglycerides	80.	In	June	2006,	the	patient	had
a	 positive	 thallium	 exercise	 stress	 test	 and	 a	 computed	 tomography	 (CT)
angiogram,	 which	 revealed	 multifocal	 disease	 in	 the	 left	 anterior	 descending
artery	 with	 low-density	 obstructive	 plaque.	 He	 was	 started	 on	 aspirin	 and
clopidogrel	bisulfate	but	declined	a	statin	medication.	He	started	the	Nutritarian
diet-style	in	May	2006.	By	June,	he	stopped	experiencing	exertional	angina.	In
January	 2007,	 his	 primary	 physician	 discontinued	 all	medications.	 The	 patient
discontinued	the	aspirin	on	his	own.

In	 June	 2007,	 the	 patient	 had	 a	 repeat	 CT	 angiogram,	 revealing	 that	 the
plaque	 in	 his	 left	 anterior	 descending	 artery	 was	 now	 nonobstructive	 and	 had
changed	from	low	density	to	mixed	density.	In	August	2008,	he	had	a	magnetic
resonance	angiogram	showing	complete	reversal	of	his	coronary	plaque,	with	no
detectable	disease,	two	years	after	he	had	begun	the	Nutritarian	diet-style.	Eight
years	later,	he	continued	to	be	off	all	medications	and	free	of	angina.

Case	#3
A	60-year-old	man	(5	feet	8	 inches	 tall,	205	pounds,	BMI	31)	had	a	history	of
atrial	fibrillation,	hyperlipidemia,	degenerative	disc	disease,	and	arthritis.	He	had
chronic	 episodes	 of	 symptomatic	 atrial	 fibrillation	 during	 moderate	 exercise,
with	dizziness	and	fatigue.	He	complained	of	shortness	of	breath	while	climbing
stairs	and	was	unable	to	walk	more	than	fifteen	minutes	because	of	pain.	He	had
chronic	 indigestion	 requiring	 the	 use	 of	 antacids	 at	 bedtime	 for	 the	 previous
twenty	 years.	 His	 medication	 list	 included	 metoprolol,	 atorvastatin,	 aspirin,
warfarin,	and	fish	oil.

In	June	2012,	 the	patient	began	a	Nutritarian	diet-style.	After	a	few	weeks,
he	was	able	to	discontinue	his	antacids.	He	lost	15	pounds	during	the	first	seven
weeks.	By	September	2012,	he	had	lost	25	pounds.	Two	years	later	he	weighed
168	 pounds	 (BMI	 25).	His	 arthritis	 pains	 resolved.	He	 could	 exercise	without
restrictions:	run	stairs,	cycle	for	thirty	minutes,	and	lift	weights	without	fatigue
or	 shortness	of	breath.	The	patient’s	episodes	of	 symptomatic	atrial	 fibrillation
resolved.	He	was	able	to	discontinue	all	medications.	His	lipid	profile	and	blood
pressure	improved	significantly.



CASE	#3

PARAMETER DECEMBER	 2009,	 ON
MEDICATIONS

MARCH	2013,	OFF
MEDICATIONS

Total	cholesterol 226 188
LDL 156 119
HDL 51 52
Triglycerides 96 83
Blood	pressure 149/90 110/62

Critics	may	complain	that	these	case	studies,	and	the	many	others	referenced
in	 my	 published	 study	 and	 on	 my	 website,	 are	 carefully	 selected,	 best-case
scenarios.	These	critics	ask,	“What	about	all	the	other	people	you	did	not	record
who	did	not	do	as	well?”	Some	may	even	say	case	histories	do	not	count.

The	 critics	 are	 right—to	 a	 degree.	 But	 remember,	 I	 have	 been	 using	 this
approach	on	thousands	of	people	in	my	medical	practice	for	twenty-five	years.	I
was	 in	 a	 busy	 private	 practice,	 seeing	 patients	 more	 than	 fifty	 hours	 a	 week.
Those	who	dropped	out	and	either	didn’t	see	great	results	or	could	not	follow	the
diet-style	are	not	included	in	these	cases.	But	those	who	followed	my	nutritional
guidelines	 to	 the	 letter	 have	 all	 had	 excellent	 results.	 I	 never	 claimed	 most
people	would	 be	 adherent	 to	 this	 approach	 in	 a	 randomized	 trial,	 I	 only	 claim
those	who	do	will	get	spectacular	results.	What	the	masses	choose	to	do,	has	no
bearing	on	whether	 there	should	be	universal	awareness	of	 the	effectiveness	of
superior	 nutrition	 on	 cardiovascular	 disease.	 However,	 full	 informed	 consent,
such	 as	 offered	 by	 this	 book,	 is	 needed	 for	 individuals	 to	 be	 able	 to	make	 an
educated	choice.

When	 you	 change	 to	 a	Nutritarian	 diet-style,	 cut	 the	 salt	 out	 of	 your	 diet,
exercise	 regularly,	 and	 lose	 weight,	 you	 remove	 inflammation,	 reduce
atherosclerosis,	 and	 eliminate	 the	 inflammation	 of	 the	 endothelium.	 In	 other
words,	 the	causes	of	high	blood	pressure	are	eliminated,	and	 the	blood	vessels
begin	to	heal	themselves.

Drugs,	on	the	other	hand,	merely	cover	up	the	symptoms.	This	gives	people	a
false	 sense	 of	 security,	 because	 even	 though	 the	 blood	 pressure	 numbers	 are
better,	the	inflammation,	thickening,	hardening,	and	increased	vascular	tone	are
still	problems.	Most	often,	 the	condition	slowly	advances	because	people	don’t
make	adequate	changes	in	their	diet	and	lifestyle	for	the	problem	to	be	repaired.
Prescription	drugs	encourage	people	to	continue	to	make	self-destructive	eating



choices.	 The	 drugs	 give	 them	 “permission”	 to	 continue	 to	 eat	 as	 they	 always
have,	because	they	mask	the	symptoms	while	allowing	the	causative	pathologies
to	advance.

Modern	Medical	Care	Is	Heavily	Biased
Modern	medical	care	is	based	on	scientific	studies	that	evaluate	drugs;	however,
these	 studies	 are	 heavily	 biased	 toward	 pharmacological	 interventions.	 The
studies	are	funded,	and	results	interpreted,	by	the	pharmaceutical	companies,	or
they	are	at	least	influenced	by	their	funding	sponsors.

Articles	 being	 published	 in	 the	 most	 prestigious	 medical	 journals	 are	 no
longer	 composed	 of	 careful	 science;	 for	 decades	 they	 have	 been	 supported	 or
conducted	by	pharmaceutical	companies	and	as	a	result	they	are	essentially	drug
advertisements.	The	information	brought	to	and	taught	to	the	medical	profession
is	shaped	by	its	commercial	value	to	drug	companies.	The	fundamental	purpose
of	most	scientific	research	articles	published	today	is	how	to	improve	corporate
profits.

Modern	medical	care	has	mostly	evolved	into	a	drug-distribution	arm	of	the
pharmaceutical	 industry,	 rather	 than	 being	 a	 profession	 primarily	 centered	 on
improving	people’s	health.	A	true	health-care	profession	that	is	concerned	with
maximizing	patients’	well-being	would	be	focused	on	removing	impediments	to
better	health.	The	emphasis	would	be	on	the	promotion	of	healthy	habits,	such	as
smoking	 cessation,	 exercise,	 and	 dietary	 improvement,	 as	 well	 as	 protection
against	 exposure	 to	 chemicals,	 toxins,	 and	 other	 known	 causes	 of	 disease.
Instead,	 prescription	 drugs,	 all	 of	 which	 have	 toxicities	 and	 dangers,	 have
become	the	primary	intervention	for	every	dietary-induced	health	issue.

Contrary	 to	 public	 perception,	 doctors	 often	 do	 not	 review	 the	 potential
negative	 consequences	 of	 medications	 when	 they	 prescribe	 them.	 As	 I	 have
already	 pointed	 out,	 blood	 pressure–lowering	 medications	 are	 the	 most
commonly	 prescribed	 class	 of	 medications	 in	 the	 United	 States,	 yet	 serious
health	risks	associated	with	them	are	rarely	discussed.

For	 example,	 calcium-channel	 blockers	 (CCBs),	 a	 commonly	 prescribed
class	of	blood	pressure	medication,	have	been	linked	to	higher	rates	of	cancer	in
women.9	 Longtime	 users	 of	 these	 drugs	 have	 been	 found	 to	 have	 more	 than
double	 the	 risk	 for	 getting	 breast	 cancer,	 compared	with	women	not	 using	 the
medication.	 CCBs	 include	 amlodipine	 (Norvasc),	 diltiazem	 (Cardizem	 LA,
Tiazac),	 isradipine	 (Dyna-Circ	 CR),	 nicardipine	 (Cardene	 SR),	 nifedipine



(Procardia,	Procardia	XL,	Adalat	CC),	nisoldipine	(Sular),	and	verapamil	(Calan,
Verelan,	Covera-HS).

The	researchers	found	that	taking	CCBs	for	at	least	ten	years	was	associated
with	increased	risks	of	both	ductal	and	lobular	breast	cancer,	the	most	common
types	of	breast	 cancer.	Remember,	 cancer	 initiation	and	promotion	must	occur
many	years	before	cancer	is	eventually	diagnosed—usually	twenty	to	fifty	years
before	 diagnosis.	 So	 with	 only	 a	 ten-year	 follow-up,	 these	 data	 could	 be
underestimating	the	cancer-promoting	potential	of	these	drugs.

It	is	common	for	pharmaceutical	companies	to	claim	that	their	drugs	do	not
cause	cancer	by	doing	follow-up	studies	for	only	two	to	three	years,	when	fifteen
to	 twenty	 years	 would	 be	 needed	 to	 ascertain	 risk.	 Despite	 this	 major	 risk	 of
cancer,	physicians	have	not	changed	their	prescribing	habits,	nor	have	they	been
advised	to	do	so.	The	leading	researcher	reporting	the	results	of	this	study	wrote:
“Despite	the	potential	for	concern	raised	by	this	study,	the	findings	don’t	warrant
any	 modifications	 of	 clinical	 practice.	 We	 need	 to	 see	 confirmation	 of	 these
results	before	we	make	any	recommendation	for	women	to	change	what	they	are
using.”	 In	other	words:	Use	drugs	 that	are	highly	 suspected	 to	be	unsafe	 first,
and	keep	using	them	until	we	know	the	extent	of	risk	with	100	percent	certainty.
Doesn’t	this	sound	ridiculous?

Given	the	heavy	use	of	these	drugs	in	the	United	States,	with	more	than	17
percent	of	women	over	the	age	of	65	taking	them,	the	implication	of	a	doubling
of	 breast	 cancer	 risk	 is	 huge—and	 represents	 tremendous	 suffering	 and	 death.
Wouldn’t	you	expect,	 if	 there	were	a	question	of	safety,	 that	doctors	would	err
on	the	side	of	caution?	This	practice	is	the	opposite	of	“First,	do	no	harm”—the
Hippocratic	oath	that	all	physicians	take.

But	wait,	it	gets	much	worse.	These	women	on	CCBs	are	often	also	on	statin
cholesterol-lowering	medications	too,	and	those	have	been	shown	independently
to	double	the	risk	of	common	types	of	breast	cancer.10	Imagine	the	cancer	risk	if
studies	 looked	 at	 people	 on	a	 combination	 of	 statins	 and	CCBs.	But	 scientific
trials	almost	never	consider	or	investigate	the	safety	of	drugs	in	combination.

In	action,	the	Hippocratic	oath	has	been	interpreted	to	mean:	Don’t	just	stand
there—prescribe	medications,	even	if	they	are	dangerous.

This	pharma-centric	attitude	is	even	more	distasteful	when	you	consider	the
power	 and	 effectiveness	 of	 lifestyle	 medicine.	 Doctors	 could	 be	 highly
persuasive	 in	 motivating	 their	 patients	 to	 adopt	 nutritional	 excellence	 as	 their
path	to	superior	health.	But	this	would	require	them	to	be	effectively	trained	and
committed	to	doing	so—and	not	to	see	drugs	as	their	primary	option.



Consider	 another	 blood	 pressure	 drug	 class,	 beta-blockers.	 In	 the	 large
POISE	trial,	conducted	in	twenty-three	countries,	all	8,351	people	enrolled	had
atherosclerosis	 or	 were	 at	 risk	 of	 heart	 disease.	 They	 had	 been	 admitted	 for
noncardiac	 surgery	 and	were	 randomized	 to	 take	metoprolol	 (a	 common	 beta-
blocker)	 or	 a	 placebo.	 After	 thirty	 days,	 more	 people	 died	 in	 the	 metoprolol
group	than	in	the	placebo	group	(3.1	percent	versus	2.3	percent),	and	the	drug-
treated	group	had	almost	double	the	incidence	of	stroke.11

Additional	 analyses	 did	 not	 identify	 any	 subgroup	 that	 benefited	 from
metoprolol.	 The	 artificially	 lowered	 blood	 pressures	 had	 clear	 risks;	 the	 drugs
caused	more	harm	 than	good.	They	also	can	add	more	 risk	 to	eating	 the	SAD,
because	 beta-blockers	 cause	 weight	 gain	 and	 increase	 insulin	 resistance,
predisposing	patients	to	diabetes.

Generic	 names	 of	 beta-blockers	 include	 acebutolol,	 atenolol,	 bisoprolol,
carvedilol,	 esmolol,	 labetalol,	 levatol,	 metoprolol,	 nadolol,	 propranolol,	 and
timolol.

Do	not	discontinue	beta-blockers	suddenly.	Doing	so	can	cause	a	rapid	heart
rate	and	increased	cardiovascular	risk.	There	is	no	definitive	formula	for
weaning	off	the	medication,	and	communication	with	and	adjustment	by

your	physician	is	necessary.	Watch	for	a	rapid	increase	in	pulse	or
rebounding	higher	blood	pressure.	Depending	on	the	medication	used	and
the	dose,	doctors	may	prescribe	five	days	of	gradual	decreasing	dosage	or
they	may	cut	the	dose	in	half,	and	then,	after	one	week,	in	half	again.	Your

doctor	should	customize	this	to	your	needs	and	responses.

For	 decades,	 American	 physicians	 prescribed	 beta-blockers	 as	 a	 primary
treatment	for	high	blood	pressure.	More	than	one	hundred	million	prescriptions
were	 dispensed	 annually.	 Yet	 no	 data	 suggest	 that	 these	 drugs	 prevent	 heart
attacks	in	healthy	people	with	elevated	blood	pressures.

Despite	 the	 fact	 that	 beta-blockers	 had	 been	 used	 to	 treat	 hypertension	 for
three	decades,	 the	authors	of	a	2007	paper	noted	 that	no	study	had	shown	 that
beta-blocker	 therapy	 reduces	 death	 in	 hypertensive	 patients,	 even	 when
compared	 with	 placebo.	 The	 authors	 stated	 in	 their	 summary:	 “Given	 the
increased	 risk	 of	 stroke,	 their	 ‘pseudo-antihypertensive’	 efficacy	 (failure	 to
lower	 central	 aortic	 pressure),	 lack	 of	 effect	 on	 regression	 of	 target	 end	 organ
effects	 like	 left	 ventricular	 hypertrophy	 and	 endothelial	 dysfunction,	 and
numerous	 adverse	 effects,	 the	 risk	 benefit	 ratio	 for	 beta-blockers	 is	 not



acceptable”	for	patients	with	uncomplicated	hypertension.12
The	Cochrane	Reviews,	which	are	systematic	reviews	published	by	a	global

independent	 network	 of	 researchers,	 essentially	 found	 the	 same	 thing:	 Beta-
blockers	do	not	extend	life	span.13

Diuretics,	which	may	be	a	safer	choice	for	treating	high	blood	pressure,	have
their	own	set	of	unique	risks,	including	increased	risk	of	developing	gout.	They
can	 also	 increase	 the	 risk	 of	 diabetes,	 especially	when	 combined	with	 a	 statin
drug	used	for	lowering	cholesterol.14

The	liberal	use	of	medications	in	an	attempt	to	reduce	the	effects	of	our	toxic
diet-style	has	significant	risks	that	counterbalance	the	supposed	(mild)	benefits.
We	pay	a	serious	price	for	our	eating	habits,	and	then	we	pay	an	additional	price
from	 the	 risk	of	 the	medications—adding	 injury	on	 top	of	 injury,	 since	almost
every	drug	has	potentially	serious	side	effects.

All	 medications	 used	 to	 lower	 blood	 pressure	 can	 cause	 fatigue,
lightheadedness,	 and	 loss	 of	 balance	 that	 can	 lead	 to	 falls	 and	 resultant	 hip
fracture	in	the	elderly.	When	the	risk	was	investigated	in	people	older	than	70,	it
was	 found	 that	 antihypertensive	 medications	 were	 associated	 with	 a	 30–40
percent	 increased	 risk	 of	 fall	 injuries,	 which	 was	 most	 severe	 in	 those	 with
previous	fall	 injuries.15	This	significant	effect	on	functional	 loss	and	mortality
was	as	severe	as	the	heart	problems	these	medications	were	supposed	to	protect
against.

Lowering	Diastolic	Blood	Pressure	Can	Be	Dangerous
Systolic	 blood	 pressure	 is	 the	 first,	 higher	 number	 of	 your	 blood	 pressure
reading.	 It	 represents	 the	 force	 of	 the	 heart	 pumping	 against	 the	 resistance
offered	by	the	blood	vessel	walls.	Diastolic	blood	pressure	is	the	second,	lower
number.	It	represents	the	pressure	against	the	blood	vessels	during	the	relaxation
and	 filling	 phase	 of	 the	 heartbeat.	 A	 healthy	 blood	 vessel	 is	 elastic,	 like	 a
balloon;	 it	 spreads	 outward	 during	 systole	 and	 moves	 inward	 during	 diastole.
The	inward	elastic	movement	(recoil)	of	our	major	blood	vessels	during	diastole
helps	to	continue	the	flow	of	blood	back	to	refill	the	heart	with	blood	during	this
relaxation	phase	of	the	heart	pump.

Blood	pressure:	120/80	=	systolic/diastolic
Pulse	pressure:	The	gap	between	systolic	and	diastolic	blood	pressures

130/80:	130	minus	80	=	50	pulse	pressure



130/80:	130	minus	80	=	50	pulse	pressure
140/70:	140	minus	70	=	70	pulse	pressure

Perhaps	 the	 largest	danger	of	blood	pressure	medications,	 in	general,	 is	 the
increased	 risk	 of	 death	 secondary	 to	 lowering	 diastolic	 blood	 pressure	 too	 far.
Frequently,	medications	are	prescribed	in	sufficient	dose	and	in	combination	to
adequately	drop	systolic	pressure	into	a	safe	range.	But	in	order	to	do	that,	these
medications	 sometimes	 must	 lower	 the	 diastolic	 blood	 pressure	 too	 low,	 or
widen	pulse	pressure,	with	grave	results.

Low	diastolic	blood	pressure	and/or	a	widened	pulse	pressure	is	associated
with	increased	risk	of	cardiac-related	death.

When	 blood	 vessels	 stiffen	 with	 disease	 and	 aging,	 systolic	 pressure	 rises
because	 the	 vessels	 do	 not	 expand	 during	 systole	 like	 they	 should,	 and	 the
diastolic	pressure	falls,	as	the	blood	vessel	walls	no	longer	contract	inward	like
they	should.	As	physicians	medicate	 to	get	 the	systolic	number	 to	a	safe	 level,
they	 can’t	 stop	 the	medication	 from	 also	 pushing	 the	 diastolic	 blood	 pressure
down,	too.	This	can	be	very	unfavorable	and	even	deadly,	because	with	the	loss
of	elasticity,	and	loss	of	diastolic	pressure,	the	coronary	blood	vessels	cannot	fill
adequately	 as	 they	 should	 during	 diastole.	The	heart	muscle	 gets	 its	 supply	 of
oxygenated	blood	primarily	during	diastole.

The	excessive	use	of	blood	pressure	medications	 that	 lower	diastolic	blood
pressure	 too	 low	 has	 been	 shown	 also	 to	 increase	 the	 occurrence	 of	 atrial
fibrillation	and	other	serious	rhythm	disturbances	of	the	heart,	including	deadly
cardiac	arrhythmias.16

In	 the	 elderly,	 moderately	 high	 blood	 pressure	 is	 not	 a	 risk	 factor	 for
increased	 mortality,	 but	 the	 use	 of	 medication	 that	 brings	 the	 blood	 pressure
below	 140/70	mmHg	 is	 associated	with	 excess	mortality.	 The	 heightened	 risk
and	 occurrence	 of	 death	 is	 found	 the	 more	 the	 drugs	 lower	 diastolic	 blood
pressure.	 Because	 coronary	 artery	 filling	 occurs	 during	 diastole,	 people	 with
CAD	are	at	increased	risk	for	coronary	ischemic	events	(insufficient	blood	flow
and	oxygenation)	when	diastolic	blood	pressure	falls	below	a	certain	level.

When	 international	 researchers	 studied	 twenty-two	 thousand	 patients	 in	 a
fourteen-country	 study,	 they	 found	 a	 striking	 increase	 in	heart	 attacks	 in	 those
whose	 medications	 brought	 diastolic	 blood	 pressure	 below	 84	 mmHg.	 Those
with	a	diastolic	blood	pressure	below	60	had	three	times	the	occurrence	of	heart



attacks	compared	with	 those	with	a	diastolic	above	80.17	Even	diastolic	blood
pressure	medicated	to	be	below	70	has	been	shown	to	almost	double	the	risk	of
death.18

The	 only	 way	 to	 lower	 systolic	 blood	 pressure	 into	 a	 safe	 range	 without
lowering	diastolic	too	low	is	with	diet	and	exercise,	not	drugs.	Remember,	 this
risk	 of	 death	 from	 excessive	 use	 of	 medication	 is	 observed	 in	 people	 with
obstructive	CAD	who	already	have	reduced	blood	flow	and	stiffened	vessels.	A
low	diastolic	blood	pressure	is	not	a	risk	if	it	is	not	artificially	medicated	down
and	the	systolic	pressure	is	also	favorable.

Plenty	of	healthy	people	of	all	ages,	with	healthy,	elastic	vessels,	have	blood
pressures	averaging	100/60	mmHg.	In	these	cases,	 this	 low	diastolic	number	is
not	a	risk	factor,	as	it	would	be	in	an	older	individual	with	systolic	elevation	and
a	drug-induced	low	diastolic	reading.

What	to	Do	If	Your	Blood	Pressure	Is	High
To	accurately	know	your	blood	pressure,	 you	 should	 take	multiple	 readings	 at
various	 times	 each	 day	 for	 a	 few	 days	 and	 take	 an	 average	 of	 the	 readings.
Normal	systolic	blood	pressure	is	below	120	mmHg,	so	if	your	average	is	at	or
below	120,	congratulations!	If	your	blood	pressure	is	elevated,	immediately	take
whatever	steps	are	necessary	to	bring	it	down.	These	include	the	following:

	

•	 	 Eat	 an	 NDPR	 Nutritarian	 diet,	 which	 you	 will	 learn	 more	 about	 in
following	chapters.

	

•		Do	not	add	any	salt	to	your	food	or	eat	any	food	or	dish	with	added	salt.

	

•	 	Do	some	exercise	every	day,	 including	 interval	 training	where	you	exert
yourself	for	two	to	three	minutes,	sustaining	a	moderate	elevation	in	heart
rate	at	least	ten	times	a	week.

If	you	are	taking	medications	for	high	blood	pressure	you	will	need	to	reduce
the	 dose	 when	 you	 begin	 to	 follow	 the	 Nutritarian	 diet-style	 because	 it	 is	 so



dramatically	 effective	 at	 lowering	 blood	 pressure.	 Even	when	medications	 are
reduced	 at	 the	 onset	 of	 this	 diet	 program,	 further	 reductions	 and	 even
discontinuation	 of	 all	medications	may	 be	 necessary	 after	 a	 few	days,	 or	 your
blood	pressure	may	 fall	 too	 low.	Remember:	 I	 recommend	 that	blood	pressure
medications	 be	 slowly	 reduced	 as	 you	 follow	 this	 program.	Do	 not	 stop	 them
suddenly.	Consult	your	physician.

Whenever	your	systolic	blood	pressure	starts	to	average	below	130,	it	is
time	for	your	doctor	to	reduce	your	medication	dose.

I	have	 tapered	 the	medications	of	 thousands	of	my	patients.	Many	of	 them
were	able	to	reduce	from	three	medications	to	two	within	a	few	days,	and	then	to
one	 by	 the	 end	 of	 the	 first	 week.	 In	 other	 cases,	 patients	 reduced	 from	 two
medications	 to	 one	 in	 the	 first	 few	 days	 and	 then—within	 a	 week—did	 not
require	 any	 medications.	 However,	 depending	 on	 the	 medication	 and	 dosage
used,	 lowering	 the	dose	 rather	 than	 stopping	 the	medication	 is	often	 indicated.
When	a	person	is	on	only	one	medication,	it	is	rare	that	it	cannot	be	lowered	at
the	onset	and	then	stopped	by	the	end	of	the	first	week	of	starting	the	Nutritarian
diet-style.	 It	 is	 important	 to	 monitor	 your	 blood	 pressure	 at	 home	 during	 this
period	 to	 make	 sure	 it	 does	 not	 get	 too	 high	 or	 too	 low	 and	 to	 keep	 your
physician	informed.

Remember	 that	 a	 medicated	 blood	 pressure	 is	 not	 the	 same	 as	 a
nonmedicated	blood	pressure.	 Just	 because	120/80	mmHg	and	below	are	 ideal
readings	in	a	healthy	person	does	not	mean	that	lowering	blood	pressure	to	that
level	 with	 drugs	 will	 make	 a	 person	 live	 longer	 or	 reduce	 his	 or	 her	 risk	 of
developing	 cardiovascular	 disease.	Actually,	 if	 a	 person	were	 to	 take	 drugs	 to
achieve	 those	 readings,	 it	 would	 in	 fact	 increase	 their	 risk	 of	 heart	 attack,
according	to	a	2013	trial.19

This	 relationship	 was	 confirmed	 in	 a	 recent	 study	 that	 investigated	 the
outcome	of	26,785	individuals	followed	for	more	than	six	years.	It	demonstrated
that	 those	 taking	more	blood	pressure	medications	had	a	248	percent	 increased
risk	of	stroke.20	The	more	medications	taken,	the	higher	the	risk	of	stroke,	even
if	the	treatment	successfully	lowered	blood	pressure	into	a	favorable	range.

In	 other	 words,	 compared	 with	 people	 who	 have	 normal	 blood	 pressure
without	medications,	 those	who	 took	 three	 or	more	medications	 to	 lower	 their
blood	pressure	had	a	stroke	risk	2.5	times	higher.	Even	the	use	of	one	medication
to	 normalize	 blood	 pressure	 increased	 the	 risk	 of	 stroke	 33	 percent	 compared



with	 those	not	 taking	medications.	This	 information	 should	make	people	wake
up,	 realize	 that	 drugs	 are	 not	 the	 answer,	 and	 get	 serious	 about	 the	 need	 to
change	their	diet.

Let’s	 look	 at	 the	 most	 up-to-date	 recommendations	 from	 the	 Eighth	 Joint
National	Committee	on	the	Prevention,	Detection,	Evaluation,	and	Treatment	of
High	Blood	 Pressure	 (JNC	 8),	 which	 consists	 of	 four	 hundred	 physicians	 and
scientists	 studying	 this	 issue,	 to	 offer	 physicians	 prescriptive	 guidelines.
Reviewing	the	existing	evidence,	JNC	8	reached	the	following	conclusions:21

	

1. There	 is	 strong	 evidence	 that	 a	 benefit	 exists	 from	 treating	 people	 older
than	60	with	medications	if	their	blood	pressure	is	above	150/90	mmHg.

	

2. The	goal	of	treatment	is	to	get	the	average	treated	systolic	blood	pressure
below	150	mmHg.

	

3. Evidence	 demonstrates	 that	 setting	 a	 drug-induced	 goal	 of	 systolic
pressure	 lower	 than	140	mmHg	 in	 this	 age	group	provides	no	additional
benefit	compared	with	a	higher	goal	of	140	to	150.

	

4. In	 younger	 individuals	 (ages	 59	 and	 below),	 there	 was	 insufficient
evidence	to	treat	elevations	in	systolic	blood	pressure	with	medication,	but
there	was	evidence	to	treat	diastolic	blood	pressure	above	90	mmHg.

This	 careful	 analysis	 from	 reputable	 physicians	 and	 scientists	 has	 relaxed
recommendations	 and	 does	 not	 recommend	 treatment	 for	 high	 systolic	 blood
pressure	 in	 the	 range	 of	 130	 to	 150	mmHg.	The	 reason	 for	 these	more	 liberal
recommendations	 is	not	because	 those	 readings	are	normal—they	are	not.	 It	 is
because	for	most	people	the	risks	of	using	medications	outweigh	the	benefits	of
using	medications.

In	 other	 words,	 this	 means	 physicians	 should	 be	 using	 lifestyle
modifications,	not	drugs,	 to	 lower	 the	blood	pressure	of	most	of	 their	patients.



This	does	not	mean	a	blood	pressure	of	145/88	should	be	ignored	or	that	a	blood
pressure	of	135/75	 is	 ideal.	These	numbers	 should	be	aggressively	 treated,	not
with	medications,	 but	with	 a	 substantial	 change	 in	 diet,	 avoidance	 of	 salt,	 and
daily	exercise.

If	doctors	followed	the	updated	guidelines	of	JNC	8,	about	six	million	U.S.
adults	could	be	taken	off	 their	blood	pressure	medications	because	their	poorly
controlled	high	blood	pressure	would	be	considered	adequately	managed.	 I	am
lobbying	for	much	stronger	and	forceful	recommendations	to	treat	all	ranges	of
systolic	blood	pressures	above	125,	and	all	diastolic	blood	pressures	above	80,
with	 effective	 lifestyle	 interventions,	 meaning	 a	 Nutritarian	 diet-style	 and
exercise.	(See	Chapter	10	for	exercise	recommendations.)

Right	 before	 this	 book	went	 to	 print,	 a	 news	 release	went	 out	 publicizing	 the
early	 outcome	 data	 of	 the	 Systolic	 Blood	 Pressure	 Intervention	 Trial
(SPRINT).22	 This	 study	 randomized	 9,361	 individuals	 with	 known
cardiovascular	disease	and/or	kidney	disease	to	determine	whether	adding	more
medication	to	aggressively	lower	the	systolic	blood	pressure	to	120	mmHg	was
better	than	140.	Scientists	have	still	not	fully	analyzed	the	data	at	this	time,	and
the	official	 findings	have	not	been	published	 in	a	medical	 journal,	however	an
early	 data	 review	 found	 significantly	 fewer	 heart	 attacks	 in	 the	 group	 more
aggressively	 treated	 with	 medications.	 Why	 these	 results	 completely
contradicted	the	earlier	studies,	including	the	ACCORD	trial,	published	in	2010
is	not	totally	clear	yet.

The	 ACCORD	 study	 found	 that	 medicating	 diabetic	 patients	 to	 a	 systolic
blood	pressure	below	120	did	not	 result	 in	 a	 lower	 risk	of	 cardiac	 events,	 and
only	 resulted	 in	 more	 negative	 side	 effects.23	 One	 suggested	 reason	 for	 the
contrary	findings	in	SPRINT	was	that	they	studied	a	population	that	already	had
cardiovascular	disease	and	almost	a	third	of	the	participants	had	kidney	disease.
So	 they	examined	a	different	population	who	were	at	 significantly	higher	 risk.
The	 evidence	 still	 indicates	 that	 for	most	 people,	 not	 at	 imminent	 danger	 of	 a
heart	attack,	staying	on	 these	medications	for	many	years,	and	the	drug-related
risks	 associated	 with	 using	 multiple	 drugs	 in	 combination,	 would	 trump	 the
potential	benefits	observed	in	 the	SPRINT	study.	Being	overly	aggressive	with
medications	still	has	substantial	risks.	This	one	study	does	not	erase	all	the	other
data	we	have	from	the	earlier	trials.

Though	 these	new	findings	show	a	value	 in	 treating	very	high	risk	patients



more	 aggressively,	 it	 does	 not	 change	 my	 guidelines	 stated	 here	 for	 the	 vast
majority	 of	 people	who	have	high	blood	pressure.	Nor	does	 it	 change	 the	 fact
that	drugs	put	you	at	needlessly	heightened	risks,	and	should	only	be	considered
after	 failure	 of	 aggressive	 dietary	 modification.	 Even	 in	 these	 high-risk	 and
elderly	patients,	who	require	medication,	dietary	modifications	are	almost	never
optimized,	 and	 these	 are	 necessary	 and	 need	 to	 be	 strongly	 emphasized	 to	 all
people	 considering	 and	 requiring	 medications.	 Plus,	 medicating	 the	 diastolic
below	75	is	still	not	ideal	even	in	patients	at	high	risk.

JENNIFER	BARLOW’S	PERSISTENCE	PAID	BIG	DIVIDENDS

When	 I	 first	 met	 Jennifer	 Barlow,	 she	 was	 54	 years	 old	 and	 taking	 three
medications	 to	 lower	her	blood	pressure:	a	CCB	(Norvasc,	10	mg),	a	beta-
blocker	(Inderal,	100	mg),	and	an	ACE	inhibitor	(Prinivil,	20	mg).	She	was
5	feet	4	 inches	 tall,	weighed	180	pounds,	and	still	had	high	blood	pressure
(165/80	 mmHg),	 despite	 the	 three	 medications.	 I	 held	 off	 on	 adding	 any
medications	 because	 I	 expected	 that	 my	 dietary	 recommendations	 would
help	her	lose	weight	and	lower	her	blood	pressure	rapidly.

During	the	first	four	months	of	her	diet	change,	she	lost	40	pounds,	but
her	 systolic	 blood	 pressure	 remained	 elevated:	 At	 two	 months	 her	 blood
pressure	was	150/80	and	at	four	months	it	was	145/75.	On	the	basis	of	these
readings,	 which	 Ms.	 Barlow	 confirmed	 with	 her	 home	 blood	 pressure
monitor,	I	kept	her	on	all	three	medications	throughout	this	period.

Although	Ms.	Barlow’s	experience	was	not	typical,	neither	was	it	cause
for	 alarm.	 Some	 people	 who	 develop	 high	 blood	 pressure	 at	 a	 relatively
young	 age	 find	 it	 difficult	 to	 bring	 it	 down	 with	 diet	 and	 weight	 loss.	 I
reassured	 her	 that,	 for	 many	 people,	 weight	 loss	 does	 not	 bring	 blood
pressure	 down	 initially.	 The	 pressure	 comes	 down	 only	 after	 the	 weight
drops	below	a	certain	 threshold	and	 the	person	has	stayed	off	all	 salt	 for	a
year	or	longer.

Ms.	 Barlow	 persisted.	 Her	 health	 continued	 to	 improve,	 and	 she	 lost
more	weight.	Eight	months	after	her	first	visit,	she	weighed	135	pounds	and
her	 blood	 pressure	 was	 down	 to	 130/75	 mmHg.	 At	 that	 point,	 I	 started
tapering	the	beta-blocker.

It	was	another	 twelve	months	before	she	was	able	 to	discontinue	all	of
her	 medications,	 so	 in	 all	 it	 took	 her	 almost	 two	 years	 to	 get	 her	 weight



below	130	pounds	and	to	get	her	blood	pressure	in	the	normal	range	without
any	 medications.	 Now,	 a	 few	 years	 later,	 she	 continues	 to	 have	 systolic
blood	 pressure	 readings	 averaging	 between	 110	 and	 120,	 with	 no
medication.

The	timetable	for	recovery	through	nutritional	intervention	is	difficult	to
predict.	 Some	 people	 dramatically	 improve	 their	 diets,	 adopt	 an	 exercise
program,	lose	weight,	and	still	have	high	blood	pressure	for	a	period	of	time;
while	others	see	a	rapid	drop	in	one	to	four	weeks.	Whether	 the	process	 is
fast	 or	 slow,	 it	 is	 important	 to	 continue	 close	 monitoring	 of	 the	 blood
pressure	 to	 prevent	 a	 problem	 that	 could	 arise	 from	 too	much	medication,
excessive	lowering	of	blood	pressure,	or	both.

In	Ms.	Barlow’s	case,	 she	 learned	 that	 reversing	a	 fifty-year	history	of
unhealthful	living	could	not	be	achieved	in	a	few	months.	She	also	learned
that	persistence	pays	off:	Not	only	did	she	lose	weight	and	resolve	her	high
blood	pressure,	but	her	dietary	and	lifestyle	adjustments	literally	changed	the
structure	 and	 function	 of	 her	 body.	 The	 result?	 She	 restored	 the	 youthful
elasticity	to	her	blood	vessels	and	removed	blood	vessel	plaque.	Medications
never	do	this;	they	just	cover	up	the	gradually	worsening	pathology.

I	hope	you	are	convinced	that	taking	blood	pressure–lowering	medications	is
not	a	great	idea	unless	your	blood	pressure	is	high	and	the	systolic	reading	does
not	 come	down	below	140	mmHg	after	maximizing	 lifestyle	 improvements.	 If
most	people	with	high	blood	pressure	 learned	 the	 information	 in	 this	book	and
took	 the	 right	 steps	 to	 protect	 their	 health,	 they	 would	 not	 have	 high	 blood
pressure	and	they	would	not	need	medications.

The	key	point	in	this	discussion	of	blood	pressure	is	that	for	the	greatest	level
of	protection	against	heart	disease,	kidney	disease,	and	brain	disease	later	in	life,
it	 is	vital	 to	 live	 in	a	manner	 that	produces	a	 favorable	blood	pressure	without
medications.	If	you	require	medications	to	lower	your	blood	pressure,	then	you
are	 at	 a	 higher	 risk	 of	 these	 diseases	 and	 you	 likely	 need	 to	 make	 further
modifications	 to	 your	 lifestyle	 to	 improve	 the	 health	 of	 your	 cardiovascular
system.	 You	 may	 need	 medication	 for	 now,	 and	 some	 people	 may	 have	 to
remain	on	medication	in	the	long	term,	but	even	if	that	is	necessary,	you	should
be	working	 aggressively	 to	 fix	 the	 blood	 vessel	 damage,	with	 the	 expectation
that	 your	 blood	 pressure	 can	 improve	 and	 the	 dosage	 of	 medication	 can	 be
reduced	and	eventually	eliminated.

A	Nutritarian	diet	dramatically	lowers	blood	pressure.



A	Nutritarian	diet	dramatically	lowers	blood	pressure.

For	 twenty-five	 years	 I	 have	 been	 observing	 that	 patients’	 blood	 pressures
normalize	when	 they	 follow	my	Nutritarian	diet-style.	Changes	 take	 longer	 for
some	people	 than	they	do	for	others,	but	 it	 is	 rare	 that	blood	pressure	does	not
normalize.	 The	 figure	 below	 shows	 additional	 data	 from	 105	 individuals	 on	 a
Nutritarian	 diet	 for	 an	 average	 of	 two	 years.	 Note	 that	 even	 80–90	 percent
compliance	with	my	recommendations	 resulted	 in	a	26	mmHg	drop	 in	systolic
blood	pressure.	No	medication	is	nearly	that	effective,	safe,	and	lifesaving.

AVERAGE	NUTRITARIAN	BLOOD	PRESSURE	LOWERING

What	About	Cholesterol-Lowering	Drugs?
Before	 you	 consider	 whether	 you	 need	 cholesterol-lowering	 medications	 or
whether	you	should	stay	on	such	medications,	 there	are	 some	 important	points
you	should	know	about	this	subject.

First	 and	 foremost,	 your	 cholesterol	 level,	 in	 this	 case	 your	 LDL	 (bad)
cholesterol	level,	is	only	one	of	many	risk	factors	for	heart	disease.	That	means
if	your	LDL	concentration	is	considered	elevated	but	you	eat	healthfully,	are	not
overweight,	 are	 physically	 fit,	 and	 have	 good	 blood	 pressure,	 then	 you	 should
not	have	a	 significant	 cardiovascular	 risk	despite	your	elevated	LDL	 levels.	 In
other	words,	don’t	give	LDL	cholesterol	more	credit	 than	 it	 deserves	 as	 a	 risk
factor.	Also,	when	 you	 eat	 healthfully,	 the	 inflammatory	 potential	 of	 the	LDL
particles	changes—they	get	larger	and	fluffier,	and	the	number	of	particles	goes



down.	This	renders	the	LDL	safer,	despite	an	elevated	LDL	cholesterol	as	shown
on	a	blood	test.24

LDL	 particle	 size	 and	 number	 provide	 independent	 measures	 of
atherogenicity	 (the	ability	 to	 form	plaque,	especially	on	 the	 innermost	 layer	of
arterial	 walls)	 and	 are	 strong	 predictors	 of	 cardiovascular	 disease.25	 It	 is	 the
oxidized	 version	 of	 LDL	 (ox-LDL)	 that	 is	 more	 actively	 negative,	 promoting
inflammatory	 cells	 and	 plaque	 deposition.	 It	 is	 ox-LDL	 that	 primarily	 gets
incorporated	into	vulnerable	plaque	and	is	most	dangerous.

Oxidized	 LDL	 particles	 are	 more	 elevated	 in	 smokers,	 in	 people	 who	 are
overweight,	and	in	those	eating	unhealthy	diets.	They	are	not	elevated	in	people
who	eat	a	diet	rich	in	phytochemicals	and	antioxidants.	Only	relatively	recently
have	blood	tests	been	able	to	evaluate	the	ox-LDL	number	and	other	parameters
that	give	a	better	indication	of	cardiac	risk.

Unlike	 drugs,	 the	Nutritarian	 dietary	 approach	 is	 spectacularly	 effective	 in
decreasing	multiple	risk	factors	simultaneously.	The	degree	of	protection	offered
by	 the	 Nutritarian	 diet-style	 is	 not	 represented	 to	 its	 fullest	 extent	 if	 one
considers	only	the	decrease	in	LDL.

A	 Nutritarian	 diet	 lowers	 multiple	 risk	 factors	 simultaneously;	 the
Nutritarian	diet:

	
Lowers	body	weight	and	body	fat

Lowers	blood	pressure26

Lowers	intravascular	inflammation27

Lowers	blood	glucose	and	triglyceride	levels28

Lowers	 inflammatory	 markers,	 including	 C-reactive	 protein	 and	 white
blood	count29

Increases	tissue	antioxidant	score30

Improves	exercise	tolerance	and	oxygen	efficiency31

Enlarges	the	size	of	the	LDL	molecules	and	decreases	particle	number

Prevents	LDL	from	becoming	oxidized32

Lowers	LDL	cholesterol	dramatically*



Of	 interest	 is	 that	 longtime	 Nutritarians	 run	 WBC	 (white	 blood	 cell	 counts)
much	lower	than	those	following	a	standard	diet.	It	is	important	to	remember	this
so	 your	 doctor	 is	 not	 alarmed	 when	 your	 WBC	 comes	 back	 low,	 out	 of	 the
conventional	 normal	 range.	 Scientific	 studies	 link	 lower	 WBC	 with	 less
inflammation,	lower	risk	of	cancer,	and	a	longer	life.	Levels	between	2.5	and	5
are	 common	 among	 Nutritarians,	 whereas	 5–10	 is	 the	 conventional	 normal
range.34

Not	only	does	a	Nutritarian	diet	significantly	 lower	cholesterol	 in	weeks,	 it
also	simultaneously	lowers	intravascular	inflammation,	body	weight,	and	blood
pressure	and	has	beneficial	effects	on	intravascular	elasticity.	This	diet	delivers
benefits	that	protect	the	heart	comprehensively,	and	almost	immediately.

True	protection	from	heart	disease	can	be	reached	only	when	you	achieve
favorable	blood	pressure	and	cholesterol	levels,	without	drugs.

In	my	medical	practice,	I	recommend	that	my	patients	lower	their	cholesterol
through	 natural	 methods	 whenever	 possible	 and	 use	 prescription	 drugs	 only
when	 absolutely	 necessary,	 as	 most	 medications	 have	 potentially	 serious	 side
effects,	as	we	have	seen.	Almost	all	of	my	patients	prefer	this	judicious	and	more
effective	approach,	and	it	is	very	rare	that	they	are	not	able	to	achieve	protection
from	heart	disease	quickly.

For	example,	one	day	I	had	a	medical	student	observing	and	taking	notes	as	I
saw	patients	 in	my	office.	At	 the	end	of	 the	day,	he	alerted	me	to	 the	fact	 that
five	 of	 the	 patients	 seen	 that	 day	 had	 dropped	 their	 LDL	 cholesterol	 by	more
than	50	points	from	their	last	visit,	without	drugs.	In	fact,	the	range	was	65	to	87
point	 reductions	 and	 they	 were	 all	 now	 near	 to	 or	 below	 100	 mg/dl,	 an
impressive	number.	Don’t	forget,	this	was	just	one	day	in	my	medical	practice.

Not	 only	 had	 all	 of	 these	 individuals	 suffered	 from	 dangerously	 high
cholesterol	 levels	 two	 months	 earlier,	 but	 each	 had	 also	 reported	 additional
health	problems.	Peggy	suffered	from	chronic	anemia.	Eugene	was	tired	all	the
time.	 Keith	 had	 chronic	 heartburn	 and	 allergies.	 Peter	 suffered	 from	 angina.
Maria	 had	 become	 severely	 ill	 from	 a	 statin	 drug	 prescribed	 by	 her	 prior
physician.	 These	 five	 patients	 needed	 help,	 and	 they	 realized	 that	 prescription
drugs	were	risky	and	not	the	answer.	They	all	returned	to	my	office	between	six
and	eight	weeks	after	their	first	visit,	and	our	findings	are	listed	on	the	next	page.



They	wiped	out	their	cardiovascular	high-risk	status,	and	many	of	their	other
problems	cleared	up	as	well.	Peggy’s	anemia	went	away.	Eugene	was	no	longer
fatigued.	Keith’s	heartburn	disappeared,	 so	he	was	able	 to	stop	 taking	antacids
and	 acid-blocking	medication,	 and	 his	 allergies	 started	 to	 improve.	 In	 just	 six
weeks,	 Peter,	who	 had	 suffered	 from	 angina,	was	 now	walking	more	 than	 2.5
miles	 a	 day	 without	 any	 pain.	 He	 couldn’t	 believe	 how	 his	 heart	 symptoms
melted	 away	 so	 quickly	 after	 only	 a	 few	 weeks	 of	 following	 my	 nutritional
advice.	 Perhaps	 most	 importantly,	 all	 five	 of	 these	 patients	 were	 enthusiastic
about	life	again.

PEGGY BEFORE AFTER
Total	cholesterol 249 150
Triglycerides 169 105
LDL 157 80
HDL 58 49

EUGENE BEFORE AFTER
Total	cholesterol 247 156
Triglycerides 72 42
LDL 191 104
HDL 51 44

PETER BEFORE AFTER
Total	cholesterol 164	(on	a	statin) 126	(off	a	statin)
Triglycerides 210 179
LDL 119 154
HDL 32 36

MARIA BEFORE AFTER
Total	cholesterol 283 168
Triglycerides 90 79
LDL 183 98
HDL 91 52

KEITH BEFORE AFTER
Total	cholesterol 238 158

165 79



Triglycerides 165 79

LDL 152 99
HDL 52 43.5

When	 you	 adopt	 a	 program	 of	 nutritional	 excellence	 to	 reverse	 or	 prevent
heart	disease,	you	need	to	be	prepared	for	some	astonishing	effects	and	benefits:
namely,	 that	 you	 will	 prevent	 and	 reverse	 almost	 all	 other	 diseases
simultaneously.	For	example,	your	digestion	will	improve,	and	you’ll	get	rid	of
your	 heartburn,	 hemorrhoids,	 and	 constipation.	 You	 will	 eliminate	 your
headaches,	 gain	 more	 energy,	 and	 age	 more	 slowly.	 But	 the	 most	 important
benefit	is	that	you	will	also	lower	your	risk	of	other	serious	diseases,	especially
dementia,	strokes,	diabetes,	and	cancer.

My	mission	is	to	encourage	all	people	to	adopt	a	Nutritarian	diet-style,	with
the	addition	of	appropriate	exercise.	 I	 recommend	 this	 regardless	of	a	person’s
risk	 factors	 or	 cholesterol	 level,	 because	 most	 Americans	 die	 of	 either
cardiovascular	 disease	 or	 cancer.	The	Nutritarian	diet,	with	moderate	 exercise,
protects	against	all	leading	causes	of	death	and	promotes	a	long	life.

My	Advice	Versus	Conventional	Authorities
The	 new	 guidelines	 for	 the	 use	 of	 statins	 from	 the	 American	 College	 of
Cardiology	 (ACC)	 and	 the	 American	 Heart	 Association	 (AHA),	 developed	 in
conjunction	 with	 the	 National	 Heart,	 Lung,	 and	 Blood	 Institute,	 are	 very
different	 from	 my	 recommendations	 because	 they	 do	 not	 stress	 lifestyle
interventions.	 If	 these	 ACC/AHA	 guidelines	 were	 applied	 as	 directed,	 the
number	of	people	using	cholesterol-lowering	drugs	would	increase	significantly.

Gone	are	the	recommended	LDL	cholesterol	targets—specifically,	those	that
suggest	 physicians	 treat	 patients	 with	 high	 LDL	 cholesterol	 to	 less	 than	 100
mg/dl	or	for	patients	with	known	CAD	to	less	than	70	mg/dl.	According	to	the
expert	 panel,	 there	 is	 simply	no	 evidence	 from	 randomized,	 controlled	 clinical
trials	to	support	treatment	to	a	specific	target	(one	that	is	that	low).	As	a	result,
the	 new	 guidelines	 make	 no	 recommendations	 for	 specific	 LDL	 cholesterol
targets	 for	 the	 prevention	 of	 heart	 disease.	 This	 means	 that	 doctors	 should
prescribe	 these	 drugs	 to	 all	 people	 at	 risk	 for	 heart	 disease,	 regardless	 of	 the
results	of	blood	tests.

The	 new	 treatment	 guidelines	 emphasize	 four	 major	 patient	 groups	 that
should	be	treated	with	these	drugs	because	of	their	higher	risk:



	

1. Individuals	who	already	have	documented	heart	disease

	

2. Anyone	 with	 an	 LDL	 cholesterol	 level	 higher	 than	 190	 mg/dl,	 such	 as
those	with	familial	hypercholesterolemia

	

3. All	people	with	diabetes	aged	40	to	75	years	old

	

4. Individuals	 without	 evidence	 of	 heart	 disease	 but	 who	 have	 a	 high	 ten-
year	risk	of	heart	attack	according	to	a	risk	calculator	that	considers	age,
race,	blood	pressure,	cholesterol,	blood	sugar,	weight,	and	family	history

These	 new,	 complicated	 recommendations	 have	 lots	 of	 problems.	 In
particular,	there	are	problems	with	treating	everyone,	without	taking	into	account
their	 level	 of	 fitness,	 their	 percentage	 of	 visceral	 fat,	 and	 whether	 they	 have
adopted	a	therapeutically	effective	diet.	But	the	main	issue	is	that	these	treatment
guidelines	emphasize	drugs,	not	food	and	exercise,	as	the	solution.	But	diet	is	the
cause	of	heart	disease,	and	taking	drugs	will	do	little	to	stop	needless	suffering
and	needless	death	as	long	as	the	diet	stays	the	same.

Many	medical	authorities	and	researchers	disagree	with	these	guidelines	and
believe	 that	 the	 risk	 calculator	 overestimates	 risk	 and	 places	 people	 on	 statins
who	 are	 unlikely	 to	 benefit	 from	 them.	 A	 recent	 study	 put	 the	 ACC/AHA
calculator	to	the	test	with	real	people	and	found	that	over	a	ten-year	follow-up,
the	calculator	overestimated	risk	by	78	percent.35	This	2015	study,	along	with
many	 earlier	 studies	 that	 reached	 similar	 conclusions,	 points	 to	 a	 serious
problem:	Millions	of	people	on	statins	will	not	gain	any	benefits	from	the	drugs,
but	they	can	incur	substantial	risks	over	the	ensuing	decades	of	their	lives.	Some
commentators	have	glossed	over	 the	 issue	of	overestimated	 risk,	 implying	 that
some	overtreatment	with	statins	isn’t	important.	However,	the	rationale	for	risk
prediction	is	precisely	to	distinguish	between	those	patients	who	are	reasonably
likely	 to	 benefit	 from	 drug	 therapy	 and	 those	 whose	 probability	 of	 benefit	 is



marginal	or	absent	and	would	incur	needless	risk	through	the	use	of	medication.

The	Benefits	of	Statins	Are	in	Serious	Doubt
Doctors	need	to	make	it	crystal	clear	 to	their	patients	 that	food	is	 the	cause	of,
and	 should	 be	 the	 primary	 treatment	 for,	 heart	 disease.	 Everything	 else	 is
window	dressing.	Most	 people	who	 take	 cholesterol-lowering	medications	 still
experience	 cardiac	 events,	 advancement	 of	 their	 disease,	 and	 even	 death	 from
their	heart	problems.

A	critical	2010	meta-analysis	 investigated	all	studies	performed	on	patients
with	high	cholesterol	but	no	history	yet	of	heart	disease.	Researchers	analyzed
eleven	randomized	controlled	 trials	 involving	65,229	participants	and	found	no
reduction	 in	 all-cause	 mortality	 with	 the	 use	 of	 statins	 in	 these	 high-risk
patients.36	This	speaks	loudly	to	the	relative	ineffectiveness	of	statins	when	you
consider	that	almost	all	high-risk	patients	have	significant	atherosclerosis	many
years	before	heart	disease	rears	its	ugly	head.

Researchers	 are	 now	 questioning	 the	 early	 studies	 on	 statins	 and	 are	 even
questioning	 the	 benefits	 shown	with	meta-analysis	 that	 includes	 studies	 before
2005,	 when	 almost	 all	 of	 the	 studies	 were	 conducted	 by	 pharmaceutical
companies.37	 They	 exposed	 the	 fact	 that	 recent	 studies,	 done	 by	 researchers
without	 such	 conflicts	 of	 interest,	 have	 not	 replicated	 those	 benefits.	 These
scientists	explain:

	

New	 penal	 regulations	 on	 clinical	 trials	 came	 into	 effect	 [in	 the
European	Union,	 or	 EU]	 in	 2004.	 After	 2004–2005,	 all	 clinical	 trials,
performed	 by	 scientists	 relatively	 free	 of	 conflict	 of	 interest	 with
pharmaceutical	 industries,	 reported	 that	 statins	 were	 effective	 in
lowering	LDL-C	[LDL	cholesterol],	but	no	significant	beneficial	effects
were	 observed	 for	 the	 prevention	 of	 CHD	 [coronary	 heart	 disease].
Currently,	 the	 majority	 of	 scientists	 continue	 to	 claim	 that	 statins	 are
effective	 in	 preventing	 CHD,	 but	 these	 claims	 are	 based	 on	 meta-
analyses	of	reports,	 including	those	published	before	 the	EU	regulation
(mostly	 in	 1990s).	 However,	 our	 group	 did	 not	 adopt	 the	 results	 of
industry-supported	publications	as	reliable	in	our	cholesterol	guidelines.

It	 is	not	controversial	 that	people	with	 the	greatest	 risk,	 the	most	advanced



heart	 disease,	 and	 the	 highest	 cholesterol	 levels	 benefit	 the	most	 from	 statins.
But	obviously,	 the	amount	of	protection	offered	by	aggressive	statin	 therapy	 is
limited,	 and	 the	 conventional	 dietary	 advice	 offered	 by	 most	 dietitians,
physicians,	and	other	health	professionals	falls	short	in	offering	significant	long-
term	protection.38	Even	when	patients	with	more	 substantial	 risk	are	 stratified
according	 to	 risk	 and	 the	 most	 at-risk	 patients	 are	 treated,	 the	 benefits	 are
limited.	The	real	benefits	of	superior	nutrition	are	almost	always	ignored	in	favor
of	the	limited	benefits	of	drugs.

Even	 exercise	 alone	 produces	 positive	 results	 that	 are	 at	 least	 as	 good	 as
those	 with	 medication.	 In	 a	 meta-analysis,	 which	 included	 305	 randomized
controlled	 trials	 with	 339,274	 participants,	 and	 which	 compared	 conventional
statin	 use	 and	 drug	 guidelines	 to	 exercise	 alone,	 there	 was	 no	 significant
difference	in	mortality.39	There	were	no	definitive	differences	between	drug	and
exercise	 interventions	 in	 coronary	 heart	 disease,	 heart	 failure,	 and	 prediabetes.
The	researchers	concluded,	“Our	findings	reflect	the	bias	against	testing	exercise
interventions	 and	highlight	 the	 changing	 landscape	of	medical	 research,	which
seems	 to	 increasingly	 favor	 drug	 interventions	 over	 strategies	 to	 modify
lifestyle.”

Drugs	 have	 become	 the	 mainstay	 of	 cardiology,	 and	 the	 new	 ACC/AHA
clinical	 practice	 guidelines	 further	 foster	 their	 aggressive	 and	 excessive	 use.
Among	the	absurdities	of	the	new	guidelines	is	that	all	middle-age	black	males
—regardless	of	whether	they	eat	healthfully	or	not—are	now	“racially	profiled”
as	meeting	the	criteria	for	treatment	with	statin	drugs.

The	troubling	reality	is	that	a	huge	population	is	already	taking	these	drugs.
According	to	the	National	Center	for	Health	Statistics,	more	than	50	percent	of
men	in	the	United	States	between	the	ages	of	65	and	75	are	on	these	statin	drugs
already.40

Facts	About	Statin	Drugs

1. When	statins	are	used	for	primary	prevention	(that	is,	treating	cholesterol
levels	 with	 no	 heart	 disease	 apparent),	 no	 mortality	 benefit	 has	 been
shown.	Your	chances	of	dying	prematurely	are	the	same.

	



2. As	of	2015,	no	statin	drug	has	been	compared	with	lifestyle	interventions
for	the	prevention	of	cardiovascular	disease.

	

3. Both	 weight	 gain	 and	 diabetes	 increase	 in	 statin	 users,	 and	 physical
activity	is	lower,	likely	secondary	to	impairment	of	exercise	tolerance.41

	

4. The	 risks	 of	 statin	 drugs	 are	 more	 serious	 than	 we	 have	 previously
thought.

A	2010	study	 that	analyzed	 the	medical	 records	of	 two	million	statin	users
reported	 increases	 in	 the	 risk	 of	 liver	 dysfunction,	muscle-related	 side	 effects,
acute	 kidney	 injury,	 and	 cataracts	 associated	 with	 statin	 use.42	 Muscle
breakdown,	 called	 rhabdomyolysis,	 and	 associated	 pain	 can	 be	 very	 serious,
leading	to	kidney	and	liver	damage.	But	even	in	those	people	with	no	such	noted
or	detectable	side	effects,	muscle	 injury	occurs,	blunting	 the	fitness	benefits	of
exercise.43

Larger	doses	of	statin	drugs	are	associated	with	a	greater	 likelihood	of	side
effects,	and	additional	risk	factors	such	as	the	use	of	other	drugs,	older	age,	and
the	presence	of	diabetes	and	high	triglyceride	levels	also	increase	the	likelihood
of	adverse	effects.44	In	addition	to	known	adverse	effects,	debate	continues	over
whether	 statins	 may	 have	 detrimental	 effects	 on	 brain	 function.45
Approximately	 17	 percent	 of	 people	 who	 take	 a	 statin	 experience	 an	 adverse
effect,	 including	 sexual	 dysfunction,	 exertional	 fatigue,	 decreased	 energy,
memory	problems,	depression,	and	insomnia.46

Although	 statins	 may	 have	 a	 place	 in	 medical	 therapy	 for	 some	 high-risk
patients	with	very	high	cholesterol	 levels,	people	who	adopt	a	Nutritarian	diet-
style	 rarely	need	 them.	But	 the	main	problem	with	statins	 is	 that	 they	promote
weight	 gain	 and	diabetes,	 the	very	 conditions	 an	 expert	 panel	 considers	 to	 put
people	at	high	risk	and	the	major	risk	factors	for	premature	cardiac	death.47	Not
all	 statins	 are	 associated	 with	 diabetes,	 but	 the	 ones	 that	 generally	 lower
cholesterol	the	most	are	the	most	diabetes-promoting.

For	women,	statin	drug	use	packs	a	double	whammy,	with	an	increased	risk



of	 certain	 breast	 cancers	 along	 with	 the	 increased	 risk	 of	 diabetes.	 Research
funded	by	 the	U.S.	National	Cancer	 Institute	 found	 that	women	aged	55	 to	74
who	had	been	on	statins	for	ten	years	or	more	had	an	80	percent	increased	risk	of
developing	 invasive	ductal	 carcinoma,	which	accounts	 for	80	percent	of	breast
cancers.	 It	 also	 found	 an	 almost	 doubled	 occurrence	 of	 invasive	 lobular
carcinoma,	which	accounts	for	10	percent	of	breast	cancers.48

Overall,	this	is	a	doubling	of	breast	cancer	occurrence	in	these	statin-treated
women.	Since	statins	increase	insulin	levels	and	IGF-1	(and	often	body	weight),
it	 is	 reasonable	 to	 expect	 to	 see	 a	 rise	 in	 these	 hormonally	 sensitive	 cancers.
However,	the	degree	of	rise	was	still	shocking,	even	to	the	research	scientists.

The	 link	 between	 statins	 and	 diabetes	 is	 even	 more	 established	 by
observational	 data	 from	 the	 Women’s	 Health	 Initiative	 trial	 that	 show	 a	 48
percent	 increase	 in	 the	 risk	 of	 new-onset	 diabetes	 associated	 with	 statins	 in
postmenopausal	 women—and	 this	 was	 found	 with	 all	 statin	 drugs.49	 A	 2013
study	of	almost	five	hundred	thousand	Canadians	found	that	the	overall	odds	of
developing	diabetes	were	higher	with	higher-potency	statins:	Lipitor	resulted	in
a	 22	 percent	 higher	 risk,	 Crestor	 users	 had	 an	 18	 percent	 increased	 risk,	 and
Zocor	 showed	 a	 10	percent	 increased	 risk.50	This	was	 followed	by	 a	 study	 in
Europe	confirming	 that	 all	 statins	 increased	 risk	proportional	 to	adherence	and
dose.51	 However,	 it	 is	 still	 most	 likely	 that	 some	 statins	 are	 more	 diabetes-
promoting	than	others,	especially	the	stronger	ones.

HIGHER	RISK	OF	DIABETES LOWER	RISK	OF	DIABETES
Zocor	(simvastatin) Pravachol	(pravastatin)
Lipitor	(atorvastatin) Lescol	(fluvastatin)
Crestor	(rosuvastatin) Mevacor	(lovastatin)

Many	 physicians	 and	 scientists	 share	 the	 sentiment	 that	 statins	 need	 to	 be
used	 less,	 not	 more.	 As	 John	 Abramson	 of	 Harvard	 Medical	 School	 and
cardiologist	Rita	 F.	Redberg	 pointed	 out	 in	 an	 opinion	 piece	 in	 the	New	York
Times	called	“Don’t	Give	More	Patients	Statins”:

	

This	announcement	[that	more	people	should	take	statins]	is	not	a	result



of	 a	 sudden	 epidemic	 of	 heart	 disease,	 nor	 is	 it	 based	 on	 new	 data
showing	the	benefits	of	lower	cholesterol.	Instead,	it	is	a	consequence	of
simply	expanding	the	definition	of	who	should	take	the	drugs—a	decision
that	will	benefit	the	pharmaceutical	industry	more	than	anyone	else.	.	.	.
According	 to	 our	 calculations	 [the	 new	 guidelines]	 will	 increase	 the
number	of	healthy	people	 for	whom	statins	are	recommended	by	nearly
70	 percent.	 .	 .	 .	 Instead	 of	 converting	 millions	 of	 people	 into	 statin
customers,	 we	 should	 be	 focusing	 on	 the	 real	 factors	 that	 undeniably
reduce	 the	 risk	 of	 heart	 disease:	 healthy	 diets,	 exercise	 and	 avoiding
smoking.	Patients	should	be	skeptical	about	the	guidelines.52

Over	 the	 past	 thirty	 years,	 the	 number	 of	 people	 taking	 drugs	 has
continuously	 risen;	 some	 physicians	 even	 argue	 that	 all	 people	 should	 take
statins	in	the	United	States.	This	is	not	altogether	illogical,	since	cardiovascular
disease	 is	 our	 number	 one	 killer.	 But	 statins	 don’t	 offer	 nearly	 as	 much
protection	against	overall	mortality	as	people	think.

Statins	 are	 only	 somewhat	 effective	 for	 people	 who	 have	 advanced	 heart
disease.	 But	 for	 people	 who	 have	 less	 than	 a	 20	 percent	 risk	 of	 getting	 heart
disease	in	the	next	ten	years,	statins	not	only	fail	to	reduce	the	risk	of	death,	but
also	fail	to	reduce	the	risk	of	serious	illness.	The	studies	that	medical	authorities
and	physicians	use	to	justify	the	benefits	of	statins	in	lower-risk	populations	are
highly	biased	because	they	use	the	avoidance	of	angioplasty	and	bypass	surgery
as	benefit	endpoints	instead	of	overall	serious	events	and	death	from	all	causes.

As	we	saw	in	Chapter	2,	angioplasty	is	an	overused	procedure	that	does	not
extend	life	span	in	stable	cardiac	patients.	Using	drugs	to	avoid	this	procedure,
when	 it	may	 never	 have	 been	 indicated	 to	 begin	with,	 is	 not	 justified.	 This	 is
explained	 in	 an	 article	 by	 Dr.	 Abramson	 and	 his	 Harvard	 research	 associates
published	in	the	British	Medical	Journal:53

	

The	best	indication	of	the	net	effect	of	a	treatment	on	overall	health	is	the
total	 number	 of	 serious	 adverse	 events—which	 include	 deaths	 from	 all
causes,	 hospital	 admissions,	 prolongations	 of	 admission,	 cancer,	 or
permanent	 disability.	 Only	 three	 of	 the	 five	 largest	 trials	 (JUPITER,
ASCOT,	 and	 LIPID)	 reported	 data	 on	 serious	 adverse	 events,	 none	 of
which	found	a	reduction	associated	with	statins	in	this	population.	After



all-cause	 mortality,	 “hard”	 cardiovascular	 endpoints—cardiovascular
death,	myocardial	infarction,	and	stroke—are	the	most	reliable	because
they	 minimize	 subjective	 input	 and	 are	 least	 vulnerable	 to	 bias	 in
adjudication.

With	no	reduction	in	all-cause	mortality	and	no	evidence	of	reduction
in	 total	 serious	adverse	events	 for	patients	with	 five-year	cardiovascular
risk	of	˂10%,	 the	net	benefit-harm	equation	has	zero	overall	benefit	and
ignores	the	clear	evidence	of	harm	that	has	been	demonstrated	in	clinical
trials	 and	 observational	 studies.	 A	 retrospective	 cohort	 study	 found	 that
18%	 of	 statin-treated	 patients	 had	 discontinued	 therapy	 (at	 least
temporarily)	because	of	statin-related	adverse	events.	Forty	percent	of	the
adverse	events	were	related	 to	musculoskeletal	symptoms.54	At	 the	same
time,	18%	or	more	of	this	group	experienced	side	effects,	including	muscle
pain	or	weakness,	decreased	cognitive	function,	increased	risk	of	diabetes,
cataracts	or	sexual	dysfunction.

And	wait—it	gets	worse.	Research	scientists	are	finding	eventual	damage	to
the	heart	from	statin	use,	possibly	even	increasing	the	risk	of	heart	failure	with
long-term	use.	Supporting	these	findings	is	that	these	drugs	interfere	with	muscle
function,	 even	 in	 people	without	muscle	 complaints	 or	 lab	 findings	 of	muscle
breakdown.

Remember,	the	heart	is	a	muscle,	and	over	years,	it	may	be	subtly	damaged,
just	 like	 skeletal	muscles.	This	may	be	an	 important	 reason	why	 statins	 fail	 in
primary	prevention.	As	patients	take	the	statins	for	many	years,	starting	earlier	in
the	disease	process,	more	dangers	accrue	as	the	years	go	by.	Researchers	argue
that	 this	 is	 a	 probable	 reason	 why	 statins	 have	 been	 associated	 with	 greater
mortality	in	recent	trials.55	Their	findings	include	the	following:

	

•	 	Statins	 inhibit	 synthesis	of	vitamin	K2,	which	 is	 important	 in	preventing
coronary	calcifications.

	

•	 	 Statins	 are	mitochondrial	 toxic,	 depleting	 coenzyme	Q10,	 heme	A,	 and
adenosine	 triphosphate	 production,	 leading	 to	 muscle	 degeneration.	 This



can	 have	 long-term	 negative	 effects	 on	 the	 heart	 muscle,	 even	 without
muscular	complaints.

	

•	 	 Statins	 inhibit	 selenium-containing	 protein	 synthesis,	 creating	 cardiac
muscle	stress,	which	leads	to	cardiomyopathy	and	heart	muscle	disease.

Risks	of	Statin	Drugs	Summarized
The	risks	of	taking	statin	drugs	include	the	following:

•		Breast	cancer
•		Cataracts
•		Cognitive	problems
•		Diabetes
•		Heart	failure
•		Kidney	injury
•		Liver	dysfunction
•		Myopathies	(muscle	damage)
•		Reduced	physical	fitness
•		Weight	gain

Even	more	dangerous	 is	 the	false	sense	of	reassurance	that	 is	created	when
physicians	 prescribe	 medications	 and	 do	 not	 aggressively	 insist	 on	 lifestyle
modifications.	 The	 overuse	 of	 cholesterol-lowering	 and	 blood	 pressure
medications	 discourages	 patients	 from	 taking	 the	 steps	 that	 actually	 reduce
cardiovascular	disease	and	can	save	lives.

Statins	give	 the	 illusion	of	protection	 to	many	people	who	would	be	much
better	served	if	their	doctors	insisted	that	they	exercise	more,	eat	more	carefully,
and	lose	weight.	This	advice	falls	on	deaf	ears	when	patients	think	drugs	can	do
the	 same	 thing.	 Too	 many	 people	 think	 that	 because	 drugs	 lower	 their
cholesterol	levels,	they	don’t	have	to	change	their	diet.

A	member	of	the	ACC/AHA	guidelines	committee	essentially	gave	a	similar
opinion	when	 that	person	discussed	 the	 lack	of	evidence	 for	LDL	 level	 targets
and	 admitted	 that	 this	 is	 one	main	 reason	why	 the	 targets	 have	 been	 dropped
from	the	current	guidelines.	They	noted	that	cholesterol	 lowered	by	drugs	does
not	 have	 the	 same	 effect	 as	 cholesterol	 lowered	 by	 nondrug	methods,	 such	 as



diet	and	exercise.
The	 problems	 with	 statins	 do	 not,	 in	 any	 way,	 lessen	 the	 importance	 of

lowering	“bad”	cholesterol.	However,	it	makes	it	clearer	that	we	have	to	lower	it
with	the	right	food,	not	the	right	drugs.

I	call	the	prescription	pad	the	“permission”	pad—because	when
medications	offer	a	solution	to	a	problem,	patients	invariably	dismiss	the
necessity	of	changing	their	diets	and	think	they	have	permission	to	eat

whatever	they	want.

You	 should	 always	 review	 any	guidelines	 and	 recommendations	with	 your
doctor,	because	he	or	she	will	know	your	health	history	and	details.	But	I	have	a
different	 set	 of	 criteria	 than	 such	 guidelines	 and	 most	 doctors,	 because	 I
generally	 advise	 people	 who	 have	 agreed	 to	 follow	my	 aggressive	 nutritional
plan	that	reverses	heart	disease	and	radically	lowers	ox-LDL	and	its	associated
risks.

Under	my	standard	of	care,	it	would	be	exceedingly	rare	that	a	person	would
meet	the	criteria	for	statin	use—probably	fewer	than	one	in	a	hundred	patients.
Those	with	LDL	cholesterol	levels	between	120	and	160	mg/dl,	despite	dietary
excellence,	could	use	a	natural	cholesterol-lowering	agent	such	as	plant	 sterols
and	 pomegranate	 punicalagins	 added	 to	 their	 protective	 diet	 (see	Chapter	 10).
Alternatively,	 they	 could	 opt	 for	 a	 more	 expensive	 or	 less	 utilized	 test	 for
measuring	ox-LDL.	This	would	better	ascertain	risk	and	aid	in	medical	decision-
making	to	determine	whether	a	statin	would	be	indicated.

What	About	Aspirin?
You	might	be	wondering	at	this	point	whether	you	should	take	just	aspirin.	Not
so	 fast!	 As	 with	 other	 drugs,	 you	 never	 get	 something	 for	 nothing.	 All	 drugs
have	 risks,	 and	 if	 you	 live	 in	 a	 manner	 in	 which	 you	 avoid	 the	 need	 for
medication,	 you	 protect	 yourself	 from	 those	 risks.	 It	 is	 true	 that	 most	 heart
attacks	 are	 caused	 by	 clots	 enlarging	within	 the	 blood	 vessel,	 and	 aspirin	 can
interfere	 with	 blood	 clotting,	 thereby	 reducing	 the	 risk	 of	 developing	 clots.
However,	 people	 who	 are	 eating	 right	 already	 have	 a	 much	 lower	 risk	 of
developing	a	clot	because	of	 their	 favorable	diet.	Aspirin	has	 risks	 that	 can	be
severe	and	even	deadly,	so	you	need	to	be	careful.

In	 recent	 years,	 scores	 of	 studies	 have	 questioned	 the	 conventional	 notion
that	 taking	 aspirin	 is	 a	 good	 thing	 to	 do	 because	 it	 prevents	 heart	 attacks	 and



reduces	 the	 risk	 of	 developing	 pancreatic	 and	 colon	 cancers.	 But	 aspirin	 does
bad	things,	too.	Since	a	healthy	diet	is	protective	against	these	cancers,	why	take
a	risk	with	aspirin?

A	 large	 2009	 study	 on	 diabetics	 without	 known	 heart	 disease	 who	 were
taking	aspirin	showed	a	dramatic	increase	in	deaths:	a	17	percent	increased	death
at	age	50,	and	a	29	percent	increase	by	age	85	for	those	on	aspirin.56	Diabetics
with	advanced	heart	disease	did	demonstrate	a	survival	advantage	with	the	use	of
aspirin.	 This	 was	 immediately	 followed	 by	 a	 2010	 study	 confirming	 that	 in
lower-risk	people	who	did	not	have	advanced	cardiovascular	disease,	aspirin	did
not	reduce	the	number	of	vascular	events	such	as	heart	attacks	and	strokes	and
did	 not	 enhance	 life	 span.	 In	 fact,	 the	 group	 treated	 with	 aspirin	 had	 more
hemorrhagic	strokes,	and	no	benefits	to	compensate	for	that.57

A	Japanese	clinical	trial	involving	more	than	fourteen	thousand	patients	aged
60	 to	85	with	heart	disease	 risk	 factors	 such	as	hypertension,	high	cholesterol,
and	 diabetes	 found	 that	 taking	 a	 daily	 aspirin	 provided	 no	 protection	 against
heart	disease	deaths	or	nonfatal	heart	attacks	or	strokes	compared	with	taking	a
placebo	 for	 five	 years.58	 The	 trial	 was	 stopped	 early	 after	 researchers
determined	 that	 aspirin	 provided	 no	 benefits.	 Of	 note	 in	 this	 study	 was	 a
significant	 increase	 in	 the	 risk	 of	 bleeding	 requiring	 transfusion	 or
hospitalization	in	the	aspirin-treated	group.

“Aspirin	is	indicated	for	patients	at	high,	short-term	risk,”	such	as	those	who
had	a	heart	attack,	stroke,	or	procedure	to	open	a	clogged	heart	artery,	wrote	Dr.
J.	 Michael	 Gaziano,	 of	 Brigham	 and	 Women’s	 Hospital,	 and	 Dr.	 Philip
Greenland,	 of	 Northwestern	 University	 Feinberg	 School	 of	 Medicine,	 in	 an
editorial	 that	 accompanied	 the	 study.	 “On	 the	 other	 hand,	 patients	 at	 very	 low
risk	of	vascular	events	should	not	take	aspirin	for	prevention	of	vascular	events,
even	at	low	dose.”59

However,	a	person	eating	 the	dangerous	SAD,	or	DAD	as	I	call	 it,	may	be
better	off	with	aspirin	despite	the	increased	risk	for	bleeding	because	of	its	mild
heart	benefits	and	some	protection	it	offers	against	colon	cancer	in	this	cancer-
prone	 population.	 The	 bottom	 line	 is	 that	 unless	 you	 have	 advanced	 heart
disease,	have	had	a	recent	cardiac	event	or	a	stent	placed,	or	have	another	reason
that	makes	you	at	 heightened	 risks	of	 clot	 formation,	 you	 are	better	 off	 eating
healthfully	and	not	taking	aspirin.

If	all	 the	physicians	in	the	United	States	gave	their	patients	the	information
contained	 in	 this	 book	 about	 reversing	heart	 disease	 through	 superior	 nutrition



and	about	the	drawbacks	of	medical	care,	we	would	be	faced	with	an	interesting
set	of	outcomes.	Most	patients	would	get	well;	their	heart	disease	would	resolve
and	not	 require	medical	 services.	So	doctors	 and	hospitals	would	 lose	most	of
their	 business,	 and	 pharmaceutical	 companies	 would	 lose	 billions	 of	 dollars.
People	 would	 have	 to	 be	 retrained	 for	 new	 careers,	 as	 a	 multibillion-dollar
industry	involving	hospitals,	health-care	workers,	drugs,	and	medical	supply	and
equipment	manufacturers	would	 lose	most	 of	 their	 customers.	 It’s	 not	 a	 likely
scenario,	 but	 I’m	 sure	 you	 can	 imagine	 the	 economic	 and	 social	 uproar	 that
would	 occur.	Obviously,	 there	 is,	 and	will	 continue	 to	 be,	 strong	 resistance	 to
this	approach.

That	said,	the	science	doesn’t	lie,	and	the	choice	is	yours	to	make.



CHAPTER	FOUR

The	Nutritional	Path	to	Reversing	Disease

To	assure	superior	nutrition	that	maximizes	health	and	longevity,	the	goal	is	to
achieve	an	adequate	nutrient	density	in	your	diet	and	also	to	make	sure	that	all
the	 raw	materials	your	body	needs	 to	maintain	excellent	health	are	 supplied	 in
the	most	favorable	amounts.

After	 reviewing	 the	 preponderance	 of	 evidence	 on	 these	 issues,	 the	 vast
majority	 of	 nutritional	 scientists,	 and	 physicians	 who	 have	 no	 predetermined
agendas	or	biases,	would	be	forced	to	agree	on	these	three	dietary	principles:

	

1. Vegetables,	beans,	seeds,	nuts,	and	fruits	are	health-promoting	foods.

	

2. Excessive	amounts	of	animal	products	increase	chronic	disease	risk.

	

3. Refined	 carbohydrates	 promote	 chronic	 disease	 and	 lead	 to	 people
becoming	overweight	and	obese.

Of	course,	we	have	all	heard	that	green	vegetables	are	good	for	us.	But	they
are	better	 for	us	 than	you	might	have	 thought	and	are	 intimately	 related	 to	 the
prevention	and	reversal	of	heart	disease.

We	 tend	 to	 minimize	 scientifically	 proven	 effects	 that	 these	 food	 choices
have	on	our	health.	Eating	a	Nutritarian	diet	is	not	a	fad;	eating	healthfully	is	the
single	most	effective	preventative	and	therapeutic	intervention	available	to	us.	It
is	 the	best	“prescription”	any	doctor	can	make.	And	if	we	take	it	seriously	and



follow	the	advice,	the	results	can	alter	our	lives.
In	 this	chapter	we	 look	specifically	at	 the	 foods	 that	can	 literally	help	save

your	life—and	how.

Vegetables,	Especially	Cruciferous	Vegetables
Greens,	 especially	 the	cruciferous	kind	 (such	as	kale,	 cabbage,	 and	bok	choy),
are	 as	 close	 to	 a	miracle	 food	 as	we	 can	 get.	 These	 vegetables	 are	 known	 for
their	 anticancer	 effects	 but	 are	 also	powerfully	 associated	with	 a	 lower	 risk	of
death	 from	cardiovascular	disease	and	all	other	causes.	Other	 types	of	produce
also	 play	 important	 roles	 in	 safeguarding	 our	 health	 and	maintaining	 an	 ideal
weight.

Green	leafy	vegetables	are	the	foods	with	the	highest	nutrient	density,	and	it
is	no	surprise	that	greater	intake	of	such	greens	is	associated	with	a	reduced	risk
of	cardiovascular	disease	compared	with	other	vegetables.1	They	are	also	very
low	 in	 calories,	 yet	 high	 in	 protein,	 calcium,	 and	 fiber	 compared	 with	 the
calories	they	contain.	Greens	are	the	healthiest	high-protein	foods	on	the	planet
because	 they	 are	 so	 rich	 in	 a	 wide	 spectrum	 of	 other	 nutrients,	 too.	 These
vegetables	 are	 key	 to	 increasing	 our	 intake	 of	 plant	 protein	 and	 reducing	 our
intake	of	animal	protein	in	order	to	enhance	life	span.

For	 example,	 a	 cup	 of	 chopped	 frozen	 broccoli	 contains	 about	 50	 calories
and	has	about	6	grams	of	protein	and	6	grams	of	 fiber.	This	means	 that	 about
half	 of	 the	 calories	 come	 from	 protein.	 A	 cup	 of	 raw	 broccoli	 has	 about	 30
calories	and	about	3	grams	of	protein.	Likewise,	a	cup	of	frozen	cooked	kale	has
about	40	calories	and	4	grams	of	protein,	and	a	cup	of	raw	kale	has	only	about
30	calories.	The	point	is,	these	vegetables	are	so	low	in	calories	that	you	cannot
eat	 too	much	of	 them,	 and	 they	 are	 so	 rich	 in	 nutrients,	 the	more	you	 eat,	 the
better.

The	more	you	eat	green,	the	more	you	get	lean.

Specifically,	 a	 greater	 consumption	 of	 cruciferous	 vegetables—a	 family	 of
vegetables	 also	 known	 for	 their	 anticancer	 effects—is	 most	 powerfully
associated	with	 a	 lower	 risk	 of	 death	 from	both	 cardiovascular	 disease	 and	 all
causes.2	 In	 fact,	 when	 134,796	 adults	 were	 followed	 for	 years	 (women	 were
followed	 for	 a	 mean	 of	 10.2	 years	 and	 men	 for	 4.6	 years),	 a	 linear	 inverse
association	 was	 revealed	 between	 eating	 these	 green	 vegetables	 and



cardiovascular	mortality.	This	means	that	the	more	greens	eaten,	the	fewer	heart
attacks	and	stroke	deaths,	with	no	leveling	off	of	the	trend.	All	vegetables	were
linked	 to	 increased	 protection	 from	 premature	 death,	 but	 green	 cruciferous
vegetables	 offered	 the	 most	 protection.	 One	 hundred	 grams	 of	 vegetables	 is
about	a	cup,	so	eat	up!

CRUCIFEROUS	VEGETABLES	AND	LONGEVITY	GRAPH

Oxidative	stress	is	known	to	be	a	significant	contributor	to	the	development
of	cardiovascular	disease.	Oxidation	means	more	unstable	compounds	 that	 can
inflame	 our	 cells	 and	 lead	 to	 premature	 aging	 and	 chronic	 disease.	 Our
antioxidant	defenses	are	activated	by	a	combination	of	plant-derived	compounds
and	the	body’s	own	antioxidant	enzymes.	Green	cruciferous	vegetables	contain
glucosinolates,	 which,	 when	 chewed,	 form	 phytochemicals	 called
isothiocyanates	(ITCs)	in	the	mouth.	These	ITCs	signal	the	body	to	produce	its
own	protective	antioxidant	enzymes	by	activating	a	protein	called	Nrf2.

CASE	HISTORY:	PROOF	FROM	A	PATIENT

A	44-year-old	man	(6	feet	tall,	216	pounds,	BMI	29	kg/m2)	with	a	history	of
high	 cholesterol	 and	 hypertension	 had	 blood	 pressure	 measurements
averaging	 140/90	 mmHg,	 in	 spite	 of	 blood	 pressure	 medication	 used.	 He
suffered	 from	 angina	 manifesting	 as	 chest	 tightness	 and	 pressure	 on
exertion,	as	well	as	night	sweats	for	about	a	year.	He	also	became	short	of
breath	almost	immediately	when	he	tried	to	exercise.



He	committed	fully	to	a	Nutritarian	diet-style	in	August	2011.	Over	the
next	 two	months,	he	 lost	35	pounds	(181	pounds,	BMI	24	kg/m2),	and	his
blood	 pressure	 normalized	 to	 around	 110/60	 mmHg.	 His	 total	 cholesterol
decreased	 from	 216	 to	 161	 mg/dl.	 His	 night	 sweats,	 chest	 tightness,	 and
shortness	of	breath	resolved	during	these	two	months.	Three	years	later,	his
weight	had	dropped	even	more	and	he	continued	to	be	free	of	symptoms,	to
have	normal	blood	pressure	and	cholesterol,	requiring	no	medications.

Nrf2	 is	 a	 transcription	 factor,	 a	 protein	 that	 can	 increase	 or	 decrease	 the
expression	of	certain	genes.	 It	works	by	binding	a	specific	sequence	present	 in
genes	 called	 the	 antioxidant	 response	 element.	 In	 the	 presence	 of	 certain
phytochemicals,	Nrf2	is	activated	to	induce	cells	to	produce	natural	antioxidant
enzymes	and	to	protect	against	inflammation.3	In	other	words,	green	vegetables
control	 the	 “on”	 and	 “off”	 switches	 for	 the	 protective	machinery	 in	 our	 cells.
This	machinery	defends	our	vessels	from	being	damaged	or	aging	prematurely.

The	more	you	eat	green,	the	more	life	span	you	glean.

For	example,	one	study	on	sulforaphane	(an	ITC	found	in	broccoli)	showed
that,	once	activated,	Nrf2	 suppresses	 the	activity	of	adhesion	molecules	on	 the
endothelial	 cell	 surface	 to	 prevent	 binding	of	 inflammatory	 cells	 and	 therefore
retard	 the	 development	 of	 atherosclerotic	 plaque.4	Another	 study	 showed	 that
sulforaphane	and	other	ITCs,	by	activating	Nrf2	in	endothelial	cells,	maintained
vascular	elasticity	and	inhibited	oxidative	aging	of	the	blood	vessels.5	ITCs	also
help	to	maintain	the	integrity	of	the	blood-brain	barrier,	a	vascular	system	that	is
crucial	for	proper	brain	tissue	function.6	Nutritional	science	indicates	that	these
green	foods	are	essential	for	excellent	heart	health	and	promotion	of	maximum
life	span.

CRUCIFEROUS	PLANT	CELL



If	you	have	high	blood	pressure	or	heart	disease	and	are	looking	to	reverse	it,
eating	lots	of	green	cruciferous	vegetables—both	raw	and	cooked—will	aid	your
recovery.	 Remember,	 because	 the	 reaction	 that	 produces	 the	 necessary	 ITCs
occurs	 in	 the	 mouth,	 the	 better	 you	 chew	 the	 vegetables,	 the	 more	 ITCs	 are
formed.	The	enzyme	that	drives	this	biochemical	reaction	(named	myrosinase)	is
housed	 in	 the	 cell	membrane,	 and	when	 you	 chew,	 it	 gets	 released	 and	mixes
with	glucosinolate.	Because	myrosinase	can	be	deactivated	by	heat	or	cooking,	it
is	 important	 to	 eat	 some	 raw	cruciferous	vegetables	 every	day	 and	 chew	 them
exceptionally	well.	Shred	some	red	cabbage	or	Chinese	cabbage	on	your	salad,
add	a	little	arugula	or	watercress,	or	use	a	bit	of	ground	mustard	seed	for	flavor.

If	you	eat	 cooked	broccoli,	 kale,	 bok	choy,	or	other	 cruciferous	vegetables
later	 in	a	meal,	 the	myrosinase	you	ate	 from	 the	 raw	vegetables	will	make	 the
cooked	veggies	produce	more	 ITCs.	When	you	cook	soups	with	added	greens,
make	sure	 to	process	 the	greens	in	a	blender	first,	while	 they	are	still	 raw,	and
then	add	them	to	the	soup	liquid.	Blending	the	greens	before	they	are	heated	will
allow	the	ITCs	to	be	formed.	Note	that	if	you	had	added	them	to	the	soup	first,
cooked	them	until	soft,	and	then	blended	them,	the	myrosinase	would	have	been
deactivated	and	fewer	ITCs	would	be	formed.



COMMON	CRUCIFEROUS	VEGETABLES
Arugula Collard	greens
Bok	choy Kale
Broccoli Mustard	greens
Brussels sprouts	Radish
Cabbage Turnip	greens
Cauliflower Watercress

Other	phytochemicals	that	can	activate	Nrf2	include	anthocyanins	(found	in
berries),	 epigallocatechin	 gallate	 (EGCG)	 (found	 in	 green	 tea),	 and	 resveratrol
(found	 in	grapes	 and	peanuts).7	Exercise	may	also	 activate	Nrf2.8	 In	 contrast,
smoking	 suppresses	 the	 protective	 actions	 of	 Nrf2.	 Human	 endothelial	 cells
exposed	 to	 the	 blood	 of	 smokers	 compared	 with	 that	 of	 nonsmokers	 showed
decreased	 Nrf2	 expression,	 which	 reduces	 antioxidant	 defenses.9	 It	 is	 not
surprising	 that	 smoking	 and	 green	 vegetables	 have	 opposite	 health	 effects!
Maybe	smokers	 should	 think	about	 lighting	up	 some	broccoli—on	 the	 stove—
instead.

The	Allium	Family:	Onions	and	Garlic
The	allium	family	of	vegetables	 includes	onions,	garlic,	 leeks,	chives,	 shallots,
and	scallions.	Epidemiological	studies	have	found	that	increased	consumption	of
allium	 vegetables	 is	 associated	 with	 decreased	 risk	 of	 oral,	 esophageal,
colorectal,	 laryngeal,	 breast,	 ovarian,	 and	 prostate	 cancers.	 For	 example,	 one
large	 European	 study	 found	 between	 a	 50	 to	 88	 percent	 risk	 reduction	 for
multiple	cancers	for	participants	who	consumed	the	greatest	quantities	of	onions
or	garlic.10	That	is	amazing!

Allium	 vegetables	 are	 rich	 in	 cancer-fighting	organosulfur	 compounds.	As
with	 the	 cruciferous	 vegetables	 and	 ITCs,	 the	 beneficial	 organosulfur
compounds	are	produced	when	the	cell	walls	of	the	vegetables	are	broken	down
by	chopping,	crushing,	or	chewing.	These	compounds	are	thought	to	be	mostly
responsible	 for	 the	 cancer-protective	 effects	 of	 allium	 vegetables,	 and	 their
action	 and	 presence	 are	 enhanced	 when	 the	 vegetable	 is	 raw—either	 chewed
well	or	blended.

In	 scientific	 studies,	 organosulfur	 compounds	 were	 shown	 to	 prevent	 the



development	 of	 cancers	 by	 detoxifying	 carcinogens	 and	 halting	 cancer	 cell
growth.11	 In	 studies	 of	 breast	 cancer	 cells,	 garlic	 and	 onion	 phytochemicals
caused	 cell	 death	 or	 halted	 cell	 division,	 preventing	 cancer	 cells	 from
multiplying.12	These	rich	phytonutrients	also	fight	heart	disease	effectively.

Epidemiological	 studies	 show	 an	 inverse	 correlation	 between	 garlic
consumption	 and	 the	 progression	 of	 cardiovascular	 disease.	 Numerous	 studies
and	clinical	trials	have	confirmed	the	ability	of	garlic	to	reduce	the	risk	factors
associated	with	cardiovascular	disease	by

	
•		Inhibiting	enzymes	involved	in	cholesterol	synthesis

	
•		Decreasing	platelet	aggregation

	
•		Preventing	oxidization	of	LDL	cholesterol

	
•		Increasing	the	antioxidant	status	of	the	vascular	tissues13

	

Onions	have	 similar	 effects.	Onions	 are	 natural	 anticlotting	 agents	 because
they	 possess	 substances	 with	 fibrinolytic	 activity	 and	 can	 suppress	 platelet-
clumping.	 The	 anticlotting	 effect	 of	 onions	 closely	 correlates	with	 their	 sulfur
content.	 Onions	 and	 garlic,	 and	 their	 allium	 family	 members,	 are	 rich	 in
polyphenols,	which	include	flavonoids	and	quercetin.	Yellow	and	red	onions	are
richer	 in	 these	 antioxidant	 compounds	 than	 white	 onions,	 and	 shallots	 are
especially	 high	 in	 polyphenols.	 Red	 onions	 are	 also	 particularly	 rich	 in
anthocyanins	(which	are	also	abundant	in	berries)	and	quercetin.14

Onions	 and	 the	 other	 vegetables	 of	 the	 allium	 family	 can	 be	 added	 to	 any
vegetable	 dish	 for	 both	 great	 flavor	 and	 excellent	 health	 benefits.	As	with	 the
green	cruciferous	vegetables,	 those	in	 the	allium	family	must	be	eaten	raw	and
chewed	well	or	chopped	finely	before	cooking	 to	 initiate	 the	chemical	 reaction
that	forms	the	protective	sulfur	compounds.

When	you	cut	onions	and	your	eyes	begin	to	tear,	it’s	because	the	onions	are
creating	these	anticancer	sulfur	compounds.	Don’t	discard	too	much	of	the	outer
layer	 of	 the	 onion	 or	 the	 part	 close	 to	 the	 root,	 because	 that	 is	 where	 the
flavonoids	 are	 most	 highly	 concentrated.	 A	 good	 strategy	 is	 to	 remove	 the



outermost	paper	shell,	but	not	the	part	right	under	that—and	use	as	much	of	the
area	 around	 the	 root	 as	 possible.	 To	 maximize	 protective	 compounds	 and
minimize	eye	irritation	when	chopping	onions,	do	the	following:

•		Make	sure	that	the	onion	is	cold	before	you	cut	it.	(Tip:	Put	it	in	the	freezer
for	five	minutes.)

	

•		Cut	the	end	of	the	root	off	with	the	root	facing	away	from	you.

	

•		Preserve	as	much	of	the	onion	adjacent	to	the	root	as	possible.

	

•		Cut	or	chop	the	onion	finely,	or	put	it	in	a	blender	or	food	processor	before
cooking.

	

•		Eat	some	raw	onion	every	day.

Berries,	Cherries,	and	Pomegranates
Berries,	 cherries,	 and	 pomegranates	 are	 not	 just	 tempting	 and	 delicious—they
also	 have	 a	 host	 of	 unique	 and	 beneficial	 properties	 that	 are	 essential	 for
protecting	your	health.

	

•		Berries	and	cherries	are	high	in	nutrients,	phytochemicals,	and	fiber.

	

•		Berries	have	the	highest	nutrient-to-calorie	ratio	of	all	fruits.

	

•		Berries	are	some	of	the	highest	antioxidant-rich	foods	in	existence.



	

•	 	 Cherries,	 which	 are	 a	 stone	 fruit,	 are	 also	 rich	 in	 flavonoid	 antioxidant
compounds.15

Flavonoids	 occur	 as	 pigments	 in	 fruits	 and	 flowers.	 Berries,	 cherries,	 and
pomegranates	are	abundant	in	flavonoids,	which	are	concentrated	in	their	skins
and	 give	 rise	 to	 their	 deep	 hues	 of	 red,	 blue,	 and	 purple.16	 Flavonoids	 are
thought	 to	 have	 a	 number	 of	 additional	 beneficial	 effects	 in	 the	 body	 beyond
their	antioxidant	capacity.	In	fact,	flavonoids	are	believed	to	contribute	to	health
primarily	by	their	ability	to	modify	cell-signaling	pathways,	rather	than	through
their	 antioxidant	 capacity.	 Flavonoids	 affect	 pathways	 leading	 to	 changes	 in
gene	 expression,	 detoxification,	 inhibition	 of	 cancer	 cell	 growth,	 and
proliferation	and	inhibition	of	inflammation	and	other	processes	related	to	heart
disease.17

Several	 studies	 have	 shown	 that	 high	 flavonoid	 intake	 lowers	 the	 risk	 of
heart	 disease	 by	 up	 to	 45	 percent	 because	 of	 the	 cell-signaling	 actions	 of
flavonoids.18	 Flavonoids	 in	 berries,	 cherries,	 and	 pomegranates—and	 other
pomegranate	 polyphenols—appear	 to	 act	 in	 several	 different	ways	 to	maintain
heart	health.	These	include	reducing	inflammation;	improving	blood	lipid,	blood
pressure,	 and	 blood	 sugar	 levels;	 and	 preventing	 plaque	 formation.19	 For
example,	 not	 only	 do	 blueberries	 lower	 blood	 pressure	 in	 a	 way	 similar	 to
medications,	 but	 a	 recent	 study	 showed	 a	 68	 percent	 increase	 in	 blood	 nitric
oxide	 levels	 among	 women	 who	 consumed	 blueberry	 powder.20	 Nitric	 oxide
relaxes	and	protects	blood	vessels.

Blueberries,	 strawberries,	 and	 blackberries	 all	 have	 been	 shown	 to	 slow	or
reverse	age-related	cognitive	decline	in	animal	studies,	and	blueberries	have	now
been	 tested	 for	 their	 effect	 on	 human	 memory.21	 Older	 adults	 with	 mildly
impaired	memory	were	given	wild	blueberry	juice	as	a	supplement.	After	as	few
as	twelve	weeks,	measures	of	learning	and	memory	had	improved.22

The	antioxidants	 in	cherries	have	been	shown	 to	protect	brain	cells	against
oxidative	 stress,	 implying	 that	 eating	 cherries	 may	 help	 to	 prevent
neurodegenerative	 diseases	 like	 dementia.23	 In	 people	 with	 mild	 memory
complaints,	 those	 who	 drank	 pomegranate	 juice	 daily	 performed	 better	 on



memory	 tasks	 compared	 with	 placebo	 and	 displayed	 an	 increase	 in	 brain
activation,	as	measured	by	functional	magnetic	resonance	imaging	(fMRI).24

It	might	surprise	you	to	know	that	berries	and	cherries	may	help	you	sleep.
Berries	 and	 tart	 cherries	 are	 one	 of	 the	 few	 food	 sources	 of	 the	 hormone	 and
antioxidant	 melatonin,	 which	 regulates	 the	 sleep-wake	 cycle	 in	 the	 human
brain.25	 Tart	 cherry	 juice	 supplementation	 has	 been	 associated	 with
improvements	 in	 sleep	 quality.26	 These	 anti-inflammatory	 effects	 could	 also
benefit	people	suffering	from	gout.27

In	summary,	berries,	 cherries,	 and	pomegranates	are	 important	components
of	a	natural,	high-nutrient	diet.	I	recommend	eating	them	regularly	to	provide	the
body	 with	 protection	 against	 free	 radicals,	 inflammation,	 heart	 disease,	 and
cancers.	Include	them	as	part	of	your	variety	of	fruits,	in	addition	to	a	bounty	of
vegetables,	beans,	nuts,	and	seeds.	Together,	these	plant	foods	can	provide	you
with	an	abundant	and	varied	mix	of	antioxidants,	further	protecting	your	health.
Because	 berries,	 cherries,	 and	 pomegranates	 are	 not	 available	 year	 round—or
can	 be	 expensive	 when	 purchased	 out	 of	 season—using	 frozen	 fruit	 is	 a
reasonable	alternative.

Tomatoes,	Tomato	Paste,	and	Tomato	Sauce
Carotenoids	 are	 a	 family	 of	more	 than	 six	 hundred	 phytochemicals,	 including
alpha-carotene,	beta-carotene,	lycopene,	lutein,	and	zeaxanthin.	Carotenoids	are
abundant	 in	 green	 and	 yellow-orange	 vegetables	 and	 fruits	 and	 help	 to	 defend
the	body’s	tissues	against	oxidative	damage.28	The	levels	of	carotenoids	in	your
skin	are	a	good	indicator	of	your	overall	health	because	they	parallel	the	levels
of	plant-derived	phytochemicals	that	have	been	absorbed	into	your	tissues.	I	use
a	carotenoid	skin	testing	method	to	noninvasively	track	my	patients’	progress	as
they	adopt	 a	Nutritarian	diet.	You	can	even	 see	 this	yourself;	within	 about	 six
months	 of	 following	 a	 nutrient-rich	 diet,	 you	 will	 see	 your	 skin	 and	 hands
looking	healthier	and	younger,	with	a	bit	of	a	protective	orange,	tannish	glow.

In	a	study	of	more	than	thirteen	thousand	American	adults,	low	blood	levels
of	 carotenoids	 were	 found	 to	 be	 a	 predictor	 of	 earlier	 death.	 Lower	 total
carotenoids,	 alpha-carotene,	 and	 lycopene	 in	 the	 blood	 were	 all	 linked	 to
increased	 risk	 of	 death	 from	 all	 causes.	 It	 is	 important	 to	 note	 that	 of	 all	 the
carotenoids,	very	low	blood	lycopene	was	the	strongest	predictor	of	mortality.29



Lycopene	is	the	signature	carotenoid	of	the	tomato.	The	lycopene	in	the	U.S.
diet	 is	 85	 percent	 derived	 from	 tomatoes.30	 In	 the	 human	 body	 lycopene	 is
found	 circulating	 in	 the	 blood	 and	 also	 concentrates	 in	 the	male	 reproductive
system,	 hence	 its	 protective	 effects	 against	 prostate	 cancer.31	 In	 the	 skin,
lycopene	 helps	 to	 prevent	 ultraviolet	 damage	 from	 the	 sun,	 protecting	 against
skin	cancer.32	Lycopene	 is	known	 for	 its	 anticancer	properties,	but	 it	 has	 also
been	intensively	studied	for	its	beneficial	cardiovascular	effects.

Many	observational	 studies	have	 found	a	connection	between	higher	blood
lycopene	 levels	 and	 lower	 risk	 of	 heart	 attack.	 For	 example,	 a	 study	 in	 men
found	 that	 low	 serum	 lycopene	 was	 associated	 with	 increased	 plaque	 in	 the
carotid	artery	and	tripled	the	risk	of	cardiovascular	events	compared	with	higher
levels.33	 In	 a	 separate	 study,	women	were	 split	 into	 four	 groups	 according	 to
their	blood	lycopene	levels;	those	in	the	top	three	groups	with	the	highest	levels
were	50	percent	less	likely	to	have	cardiovascular	disease	compared	with	those
in	the	group	with	the	lowest	levels.34

A	2004	analysis	from	the	Physicians’	Health	Study	data	found	a	39	percent
decrease	in	stroke	risk	in	men	with	the	highest	blood	levels	of	lycopene.35	New
data	 from	 an	 ongoing	 study	 in	 Finland	 have	 strengthened	 these	 findings	 with
similar	 results.	 A	 thousand	 men	 had	 their	 blood	 carotenoid	 levels	 tested	 and
were	followed	for	twelve	years.	Those	with	the	highest	lycopene	levels	had	the
lowest	risk	of	stroke;	they	were	55	percent	less	likely	to	have	a	stroke	than	those
with	 the	 lowest	 lycopene	 levels.36	Previous	data	 from	this	same	group	of	men
found	 that	 higher	 lycopene	 levels	 were	 associated	 with	 a	 lower	 risk	 of	 heart
attack	as	well.37

How	Does	Lycopene	Work?
Lycopene	is	an	extremely	potent	antioxidant;	its	antioxidant	capability	is	said	to
be	double	that	of	beta-carotene	and	ten	times	that	of	vitamin	E.38	Several	studies
that	 gave	 supplemental	 tomato	 products	 to	 volunteers	 found	 that	 the	 subjects’
LDL	particles	were	more	resistant	to	oxidation.	LDL	oxidation	is	an	early	event
in	atherosclerotic	plaque	formation,	and	lycopene	helps	to	prevent	this.39

Another	study	found	improved	endothelial	function	after	just	two	weeks	of	a
tomato-rich	 diet.	Endothelial	 function	 refers	 to	 the	 ability	 of	 the	 endothelium
(the	inner	lining	of	blood	vessels)	to	properly	regulate	blood	pressure.	Oxidative



damage	 can	 impair	 endothelial	 function.40	 Similarly,	 a	 randomized	 controlled
trial	 using	 lycopene	 supplements	 in	 patients	 with	 cardiovascular	 disease	 also
reported	 enhanced	 endothelial	 function.	 The	 patients	 assigned	 to	 lycopene
supplementation	 showed	 improved	 endothelial	 function	 (measured	 by	 forearm
blood	flow)	of	63	percent	after	eight	weeks,	whereas	the	placebo	group	saw	no
improvement.41

Lycopene	 also	 has	 non-antioxidant	 actions	 that	 studies	 show	 may	 protect
against	cardiovascular	disease.	First,	there	is	evidence	that	lycopene	may	inhibit
HMG-CoA	 reductase,	 the	 enzyme	 responsible	 for	 making	 cholesterol	 (this	 is
also	the	enzyme	that	cholesterol-lowering	statin	drugs	inhibit).42	As	you	might
expect,	 trials	 that	 added	 extra	 tomato	 products	 to	 subjects’	 diets	 reduced	 their
blood	cholesterol	levels.	Second,	a	meta-analysis	of	twelve	trials	found	that	daily
supplemental	 tomato	 products	 (approximately	 1	 cup	 of	 tomato	 juice	 or	 3	 to	 4
tablespoons	of	tomato	paste)	reduced	LDL	cholesterol	by	10	percent.	This	effect
is	 comparable	 to	 that	 obtained	with	 low	doses	 of	 statin	 drugs	 (with	 no	 risk	 of
side	 effects).43	 Lycopene	 also	 has	 several	 anti-inflammatory	 actions	 and	 can
prevent	excessive	proliferation	of	vascular	smooth	muscle	cells.44	These	are	the
cells	 that	 comprise	 the	majority	 of	 blood	 vessel	walls,	 so	 excessive	 growth	 of
these	cells	can	lead	to	vessel	stiffening	and	enhance	plaque	development.

Of	course,	lycopene	is	not	the	only	nutrient	found	in	tomatoes;	they	are	also
rich	in	vitamins	C	and	E,	beta-carotene,	and	flavonol	antioxidants,	just	to	name	a
few.45	Single	antioxidants	usually	don’t	exert	their	protective	effects	alone;	we
learned	this	lesson	from	clinical	trials	of	beta-carotene,	vitamin	C,	and	vitamin	E
supplements,	 which	 did	 not	 reduce	 cardiovascular	 disease	 risk.46	 It	 is	 the
interaction	 between	 phytochemicals,	 in	 the	 complex	 synergistic	 network
contained	 in	plant	 foods,	 that	 is	 responsible	 for	 their	health	effects.	We	cannot
replicate	this	in	a	pill.

Of	 all	 the	 common	 dietary	 carotenoids,	 lycopene	 has	 the	 most	 potent
antioxidant	power.	But	combinations	of	carotenoids	are	even	more	effective	than
any	single	carotenoid,	because	they	work	synergistically.47	Blood	lycopene,	as
used	in	many	of	these	studies,	is	simply	a	marker	of	high	tomato	product	intake.
Similarly,	 high	 alpha-carotene	 and	 beta-carotene	 levels	 are	 markers	 of	 high
green	and	yellow-orange	fruit	and	vegetable	intake.	It	is	clear	that	colorful	fruits
and	vegetables	provide	significant	protection	from	cardiovascular	disease.



In	a	given	year,	a	typical	American	will	eat	about	92	pounds	of	tomatoes.48
Enjoy	those	92	pounds,	and	even	add	some	more!	Add	fresh,	juicy	raw	tomatoes
to	 your	 salads;	 include	 diced	 or	 unsulfured	 sun-dried	 tomatoes	 in	 soups;	 and
enjoy	homemade	tomato	sauces	and	soups.	Be	mindful	of	the	sodium	content	of
ketchup	 and	 other	 tomato	 products;	 choose	 the	 low-sodium	 or	 no-salt-added
versions.	 No-salt-added,	 unsulfured	 dried	 tomatoes	 are	 also	 great.	 Diced	 and
crushed	tomatoes	in	glass	jars	are	preferable	to	those	in	cans	to	avoid	ingesting
the	endocrine	disruptor	bisphenol-A	(BPA)	or	other	can	lining	material.

Also	keep	in	mind	that	carotenoids	are	absorbed	best	when	accompanied	by
healthy	 fats—for	 example,	 in	 a	 salad	 with	 a	 seed-or	 nut-based	 dressing.49
Lycopene	is	also	more	absorbable	when	tomatoes	are	cooked.	One	cup	of	tomato
sauce	contains	about	ten	times	the	lycopene	of	a	cup	of	raw,	chopped	tomatoes,
so	enjoy	a	variety	of	both	raw	and	cooked	tomatoes	in	your	daily	diet.50

The	Importance	of	How	and	When	You	Eat
The	 exposure	 to	 these	 disease-fighting	 phytochemicals	 in	 colorful	 plant	 foods
aids	not	just	in	the	recovery	from	heart	disease,	but	also	in	the	reduction	of	body
fat.	 When	 the	 reversal	 of	 heart	 disease	 is	 being	 discussed,	 the	 other	 critical
nutritional	issue	is	weight	loss.	It	is	vital	that	anyone	who	strives	to	lose	weight
—and	achieve	a	reversal	of	heart	disease—never	regains	that	excess	weight.	The
rapid	regain	of	weight	can	be	associated	with	the	deposition	of	visceral	fat	and
vulnerable	plaque.

For	 people	 who	 are	 overweight,	 losing	 fat	 is	 not	 enough	 to	 cause	 heart
disease	 to	 reverse.	 Achieving	 reversal	 requires	 both	 superior	 nutrition,	 with	 a
favorable	micronutrient	exposure,	and	the	removal	of	excess	body	fat.	It	is	both
the	removal	of	fat	and	the	nutritional	integrity	of	the	body’s	tissues	that	enable
the	atherosclerosis	to	resorb	and	resolve.	The	critical	issue	here	is	that	eating	the
right	type	of	food	helps	reduce	and	control	appetite.

People	overeat	because	of	many	different	social,	emotional,	recreational,	and
addictive	 reasons.	A	major	 cause	 of	 excessive	 caloric	 intake	 is	 a	 hunger	 drive
that	 directs	 people	 to	 consume	 more	 calories	 than	 they	 require.	 One	 of	 the
common	 barriers	 to	weight	 loss	 is	 the	 uncomfortable	 sensation	 of	 hunger	 that
drives	 overeating	 and	makes	 dieting	 fail,	 even	 in	 people	 who	 are	 obese	 from
overconsumption	of	calories.

My	 twenty-five	 years	 of	 experience	 in	 this	 field	 of	 study,	 supported	 by
research	 papers	 I	 have	 published,	 have	 documented	 that	 enhancing	 the



micronutrient	 quality	 of	 the	 diet,	 even	 in	 the	 context	 of	 a	 substantially	 lower
caloric	intake,	significantly	mitigates	the	experience	of	hunger.51

In	a	2010	study	of	768	participants,	we	found	that	the	better	they	adhered	to
the	 NDPR	 dietary	 approach,	 the	 more	 likely	 their	 hunger	 sensations	 were
transformed.	 Ninety	 percent	 of	 those	 adhering	 90	 percent	 to	 the	 NDPR
(Nutritarian)	dietary	style	 reported	a	change	 in	 their	perception	of	hunger.	The
uncomfortable	 physical	 and	 emotional	 symptoms	of	 hunger	 gradually	 resolved
after	 people	 embraced	 this	 diet.	 We	 observed	 this	 reduction	 in	 the	 drive	 to
overeat	 to	 be	 strongly	 correlated	 with	 the	 degree	 of	 adherence	 to	 the	 diet—
meaning	that	the	healthier	the	diet,	the	less	strong	the	drive	to	overeat.

A	 diet	 high	 in	 micronutrients	 decreases	 food	 cravings	 and	 overeating
behaviors.	 Sensations	 I	 call	 toxic	 hunger—such	 as	 fatigue,	 weakness,	 mental
fog,	 loss	 of	 attentiveness,	 stomach	 cramps,	 fluttering,	 tremors,	 irritability,	 and
mild	headaches—are	commonly	interpreted	as	hunger.	These	sensations	resolve
gradually	 for	 the	 majority	 of	 people	 who	 adopt	 an	 NDPR	 diet.	 A	 new,
nondistressing	 sensation,	 which	 I	 have	 labeled	 “true”	 or	 “throat”	 hunger,
replaces	these	toxic	hunger	symptoms.

It	 is	 well	 documented	 that	 a	 diet	 low	 in	 antioxidant	 and	 phytochemical
micronutrients	 leads	 to	 heightened	 oxidative	 stress	 and	 a	 buildup	 of	 toxic
metabolites.52	When	a	diet	 is	 low	in	dietary	antioxidants,	phytochemicals,	and
other	micronutrients,	intracellular	waste	products	such	as	free	radicals,	advanced
glycation	 end	 products,	 aldehydes,	 lipofuscin,	 and	 lipid	 A2E	 accumulate.53
Other	 studies	 have	 demonstrated	 an	 adverse	 effect	 of	 low-micronutrient	 foods
containing	higher	amounts	of	simple	carbohydrates,	fats,	and	animal	products	on
the	levels	of	inflammatory	markers,	metabolic	by-products,	and	oxidative	stress
in	the	body.54	Put	more	simply,	your	risk	factors	for	heart	disease	increase	when
you	are	eating	a	diet	that	does	not	include	an	abundance	of	nutrient-dense	foods.

It	 has	 also	 been	 shown	 that	 a	 higher	 intake	 of	 nutrient-rich	 plant	 foods
decreases	 measurable	 inflammatory	 by-products.55	 When	 a	 diet	 is	 low	 in
micronutrients	and	plant	phytochemicals,	inflammatory	by-products	build	up	in
the	 body.	 It	 is	 well	 established	 in	 the	 scientific	 literature	 that	 these	 toxic
metabolites	 contribute	 to	 disease56	 and	 can	 be	 associated	 with	 typical
withdrawal	symptoms,	 including	headaches.57	Heightened	elimination	of	 these
waste	 products	may	 create	 symptoms	 that	 can	 feel	 similar	 to	withdrawal	 from
drug	addiction.



I	 call	 the	 eating	 and	 digesting	 phase	 of	 the	 digestive	 cycle	 the	 anabolic
phase.	When	digestion	ceases,	the	catabolic	phase	begins.	This	is	when	the	body
is	using	the	stored	energy	reserves	and	can	most	efficiently	heal,	repair,	and	self-
clean.	During	this	phase	cellular	waste	products	and	toxins	are	more	effectively
mobilized	and	eliminated,	leading	to	the	uncomfortable	symptoms	perceived	as
hunger.	There	is	no	need	for	additional	calories	at	the	initial	part	of	the	catabolic
phase.	 In	 fact,	 the	body	has	 just	 finished	storing	all	 the	calories	 from	the	most
recent	meal.	Nevertheless,	because	 these	uncomfortable	symptoms	are	 relieved
by	 eating,	 they	 drive	 overeating	 behavior	 and	 are	 a	 major	 factor	 leading	 to
obesity.

Healthful	 eating	 is	 more	 effective	 for	 long-term	weight	 control	 because	 it
modifies	 and	 diminishes	 the	 sensations	 of	withdrawal-related	 hunger,	 enabling
overweight	 individuals	 to	 be	 more	 comfortable,	 even	 while	 consuming
substantially	fewer	calories.

Anabolic	Phase	 	Catabolic	Phase

Digestive	and	Absorptive	Period	 	Utilization	of	Stored	Energy

GLUCOSE	CURVE

The	glucose	curve	rises	during	and	immediately	after	a	meal,	as	digestion	is
in	 its	 anabolic	 phase.	 The	 glucose	 in	 the	 blood	 not	 immediately	 burned	 for
energy	is	stored	as	glycogen,	primarily	in	the	liver	and	muscle	tissues.	Then,	as
the	blood	glucose	 falls	 to	baseline,	 these	glycogen	 stores	 are	gradually	broken
down	to	release	glucose	into	the	blood,	keeping	the	glucose	curve	steady	to	fuel
the	body’s	and	brain’s	needs.	This	is	the	catabolic	phase	of	digestion	but	is	also
called	 glycolysis,	 since	 glycogen	 is	 being	 used	 for	 energy,	 and	 liver
detoxification	is	enhanced.

As	 soon	 as	 food	 has	 been	 eaten,	 digested,	 and	 assimilated	 and	 the
postprandial	(after-meal)	glucose	returns	to	baseline,	the	catabolic	utilization	of



glycogen	reserves	and	fatty	acid	stores	begins.	True	hunger	normally	 increases
in	 intensity	as	glycogen	stores	are	diminishing	 toward	 the	end	of	 the	catabolic
phase.	 True	 hunger	 does	 not	 occur	 at	 the	 start	 of	 the	 catabolic	 phase,	 when
glycolysis	 begins	 and	 the	 body’s	 energy	 reserves	 are	 high;	 those	 symptoms
(toxic	 hunger)	 are	withdrawal	 symptoms	 caused	 by	 the	 elimination	 of	 cellular
waste	products	that	accumulate	from	an	unhealthy	diet.

In	contrast,	 true	hunger,	which	occurs	hours	later	when	glycogen	stores	are
nearly	depleted,	prevents	gluconeogenesis.	Gluconeogenesis	is	the	utilization	of
muscle	tissue	for	needed	glucose	after	glycogen	stores	have	been	depleted.	True
hunger	 protects	 lean	 body	 mass	 but	 does	 not	 fuel	 fat	 deposition.	 It	 exists	 to
protect	lean	body	mass	from	being	used	as	an	energy	source.

Evidence	 suggests	 that	overweight	 individuals	build	up	more	 inflammatory
markers	 and	 oxidative	 stress	 when	 fed	 a	 low-nutrient	 meal,	 compared	 with
normal-weight	 individuals.58	The	heightened	 inflammatory	potential	 in	people
who	 have	 a	 tendency	 toward	 obesity	 is	 marked	 by	 increasing	 levels	 of	 lipid
peroxidase	 and	malondialdehyde	 and	 reduced	 activation	 of	 liver	 detoxification
enzymes.59

This	 supports	my	 clinical	 experience	 that	 people	who	 are	 prone	 to	 obesity
experience	 more	 withdrawal/hunger	 symptoms.	 The	 resulting	 heightened
discomfort	 drives	 them	 to	 eat	 frequently	 and	 overconsume	 calories.	 It	 is	 a
vicious	cycle	promoting	continuous	(anabolic)	digestion,	frequent	feedings,	and
increased	intake	of	calories.

GLUCOSE	CURVE	OF	CONTINUOUS	ANABOLIC	ACTIVITY

Chronically	 overweight	 people	 in	 the	 typical	 American	 food	 environment
feel	“normal”	only	by	eating	too	frequently	or	by	eating	a	heavy	meal.	They	can
feel	okay	only	 if	 they	continue	digesting	 food	 right	up	 to	 the	beginning	of	 the
next	 meal.	 They	 need	 excess	 calories	 in	 order	 to	 feel	 normal.	 This	 frequent
eating	 prevents	 the	 utilization	 of	 glycogen	 and	 body	 fat	 that	 would	 normally
occur	during	the	catabolic	phase,	making	weight	gain	inevitable.



An	NDPR	diet,	 after	 an	 initial	 phase	 of	 adjustment	 during	which	 a	 person
experiences	 toxic	 hunger	 because	 of	 withdrawal	 from	 proinflammatory	 foods,
can	result	in	a	sustainable	eating	pattern	that	eliminates	this	major	impediment	to
weight	loss.

When	 our	 bodies	 have	 acclimated	 to	 a	 noxious	 or	 toxic	 agent,	 it	 is	 called
addiction.	When	we	stop	consuming	the	toxic	agent,	such	as	caffeine	or	nicotine,
we	feel	 ill,	as	 the	body	 tries	 to	mobilize	cellular	wastes	and	repair	 the	damage
caused	by	exposure	to	the	toxic	agent.	This	is	called	withdrawal.

Suppose	you	drink	three	cups	of	coffee	or	caffeinated	soda	per	day.	If	your
caffeine	level	dips	too	low,	you	will	get	a	withdrawal	headache.	Having	another
cup	of	coffee	or	soda	makes	you	feel	better	because	it	retards	detoxification,	or
withdrawal.	 In	 other	 words,	 the	 caffeine	 withdrawal	 symptoms	 spur	 you	 into
drinking	more	caffeine	products	to	manage	those	symptoms.

Likewise,	 toxic	 hunger	 is	 heightened	 by	 consuming	 caffeinated	 beverages,
soft	 drinks,	 and	 processed	 foods.	 It	 occurs	 after	 a	 meal	 is	 digested	 and	 the
digestive	 tract	 is	 empty.	 It	 makes	 people	 feel	 extremely	 uncomfortable,	 so
uncomfortable	 that	 they	 feel	 they	need	 to	eat	or	drink	a	caloric	 load	 for	 relief.
We	have	a	population	of	food-addicted	people	who	have	complicated	emotional
eating	patterns.

The	first	step	to	unwinding	this	complex	problem	of	excess	eating	and	excess
weight	is	to	eat	healthfully—with	the	expectation	that	it	will	be	tough	to	do	for
the	first	few	days.	With	time,	it	will	get	easier	both	physically	and	emotionally.
However,	without	committing	to	a	healthful,	high-nutrient	eating	style,	you	will
find	that	this	vicious	cycle	of	diet	and	weight-loss	failure	is	almost	impossible	to
remedy.

The	Facts	About	Fish,	Fish	Oil,	and	Omega-3	Fatty	Acids
A	 2012	 review	 and	 meta-analysis	 looked	 at	 all	 the	 best	 “randomized	 clinical
trials	evaluating	the	effects	of	omega-3s	from	fish	or	fish	oil	on	life	span,	cardiac
death,	sudden	death,	heart	attack,	and	stroke.”60	Overall,	 the	researchers	found
no	 protective	 benefit	 for	 all-cause	 mortality,	 heart	 disease	 mortality,	 sudden
cardiac	death,	heart	attack,	or	stroke.

In	the	past,	some	studies	have	shown	cardiac	benefits	from	fish	and	fish	oil
and	 others	 have	 not.	 Today,	with	 larger	 numbers	 of	 people	 studied	 for	 longer
periods	of	time,	the	benefits	have	been	tempered.

The	 disease-causing	 SAD	 cannot	 be	 made	 less	 risky—in	 any	 significant



sense—by	taking	fish	oil	supplements,	aspirin,	or	statin	drugs.	We	have	to	face
the	reality	that	the	quality	of	our	diets	is	too	powerful	an	anti-health	modulator	to
overcome	with	a	few	pills.

However,	 it	 is	 helpful	 to	 analyze	 in	 depth	 the	 contradictory	 studies	 on	 the
long-chain	omega-3	fatty	acids	DHA	and	EPA,	which	account	for	the	supposed
benefits	of	fish	and	fish	oil.	Examining	the	details	of	hundreds	of	these	studies
indicates	that	both	a	deficiency	and	excess	of	these	long-chain	omega-3	fats	can
be	 harmful.	 A	 review	 of	 these	 data	 demonstrates	 this	 effect—and	 indicates,
specifically,	that	too	much	fish	oil	can	be	problematic.

The	 idea	 that	all	 this	 fish	oil	may	not	be	a	great	 idea	 first	 came	 to	 light	 in
2003	after	 the	 second	Diet	 and	Reinfarction	Trial	 (DART-2)	was	published.61
The	 earlier	DART	 trial	 had	 shown	 a	 clear	 benefit	 from	 fish	 oil	 over	 the	 short
term,	 right	 after	 a	 heart	 attack.	However,	 this	 second	 trial	was	one	of	 the	 first
studies	 on	 fish	 oil	 that	 followed	 people	 with	 heart	 disease	 for	 many	 years.	 It
randomized	 into	 four	 groups	 3,114	 men	 who	 were	 younger	 than	 70	 and	 had
angina.	The	four	groups	were:

	

1. Those	who	were	advised	to	eat	two	portions	of	oily	fish	weekly,	or	to	take
three	fish	oil	capsules	daily	(3	grams)

	

2. Those	who	were	advised	to	eat	more	fruit,	vegetables,	and	oats

	

3. Those	who	were	given	both	the	above	types	of	advice

	

4. Those	who	were	given	no	specific	dietary	advice

Mortality	 was	 ascertained	 after	 three	 to	 nine	 years.	 The	 researchers
determined	that	the	group	who	were	supposed	to	eat	more	fruits	and	vegetables
did	not	comply	well	with	their	diet,	but	the	group	advised	to	eat	more	fish	and
take	 fish	oil	did.	Researchers	 found	 that	 this	group	had	a	25	percent	 increased
risk	of	death	and	more	than	a	50	percent	increased	risk	of	sudden	cardiac	death.



The	excess	risk	was	largely	found	among	the	subgroup	given	fish	oil	capsules.
There	is	clearly	a	problem	with	taking	3	grams	of	fish	oil	a	day—that	is	a	lot

of	fish	oil!	One	problem	with	fish	oil	is	that	it	is	vulnerable	to	oxidative	damage,
or	rancidity.	The	second	problem	is	the	high	amount	recommended	to	this	group.
I	 have	 reviewed	 all	 the	 studies	 on	 this	 issue,	 and	 the	 tremendous	 number	 of
differences	found	among	them	demonstrates	that	the	exposure	to	some	fish	or	a
small	amount	of	fish	oil	seems	to	offer	benefits.	However,	the	minute	you	start
taking	high	doses	 (more	 than	1	gram)	of	 fish	oil,	 problems	 seem	 to	occur	 and
negate	many	of	the	benefits.

It	 seems	 that	 a	 dietary	 deficiency	 in	 EPA	 and	 DHA	 is	 not	 life	 span–
favorable,	but	on	the	other	hand,	too	much	may	be	not	favorable,	either.

Consider	 this	 2013	 study,	which	 I	 think	 is	 one	 of	 the	 best	 to	 evaluate	 the
risks	and	benefits	of	DHA-EPA	adequacy.	It	evaluated	the	risk	of	death	in	2,692
individuals	between	70	and	80	years	of	age,	following	their	blood	levels	of	these
beneficial	fats.62	These	individuals	did	not	have	a	history	of	heart	disease.	Total
mortality,	as	well	as	fatal	and	nonfatal	heart	attacks	and	strokes,	was	tracked	for
sixteen	years.	This	study	was	particularly	informative	because	it	relied	on	blood
tests	 to	 determine	 the	 levels	 of	 these	 two	 fatty	 acids,	 rather	 than	 just	 a	 self-
reported	dietary	history.	Study	researchers	concluded	that	higher	blood	levels	of
omega-3	EPA	and	DHA	were	 associated	with	 lower	 total	mortality,	 especially
heart	disease	deaths.

This	study	found	that	adequate	blood	levels	of	EPA	and	DHA	had	important
longevity-promoting	 benefits,	 especially	 in	 reducing	 the	 risk	 of	 arrhythmic
cardiac	 death	 by	 almost	 50	 percent.	 The	 result	 was	 more	 than	 two	 years	 of
longer	life	in	the	highest	quintile	of	study	subjects.

Another	 recent	 study	 corroborated	 this	 finding:	 that	 an	 adequate,	 but	 not
excessive,	 amount	of	EPA	and	DHA	was	 life	 span–favorable.	 In	a	multiethnic
cohort	 of	 2,837	 U.S.	 adults,	 blood	 levels	 of	 polyunsaturated	 fatty	 acids	 and
dietary	 intake	 were	 examined.	 For	 the	 following	 ten	 years,	 cardiovascular
events,	deaths,	and	strokes	were	monitored.	Analysis	of	the	data	found	that	both
dietary	and	circulating	EPA	and	DHA	were	associated	with	about	half	as	many
cardiovascular	events	such	as	heart	attacks.63

The	 main	 point	 is	 that	 we	 need	 EPA	 and	 DHA	 in	 our	 diets.	 But	 it	 is
important	 to	 recognize	 that	 levels	 that	 are	 too	 low	or	 too	high	 can	place	us	 at
increased	 risk	 of	 cardiovascular	 events.	Of	 course,	 the	 need	 to	 determine	 safe
and	beneficial	levels	holds	true,	in	most	cases,	for	other	nutrients	that	the	body



requires.	My	guidelines	are	supported	by	the	preponderance	of	evidence	on	this
issue	and	my	review	of	not	merely	a	few,	but	hundreds	of	trials.

Consider	 atrial	 fibrillation,	 a	 common	 cardiac	 arrhythmia,	 and	 whether
omega-3	fatty	acid	plays	a	role.	A	review	of	all	the	data	about	this	issue	shows	a
similar	 pattern.	 DHA	 deficiency	 may	 increase	 the	 risk	 of	 developing	 atrial
fibrillation	 in	 later	 life,	 but	 taking	 more,	 once	 adequacy	 is	 reached,	 does	 not
increase	 protection.	 And	 it’s	 important	 to	 note	 that	 too	 much	 fish	 oil	 may
actually	increase	the	risk	of	developing	atrial	fibrillation.

For	 example,	 two	 studies	 confirmed	 that	 blood	 levels	 demonstrating	DHA
adequacy	were	related	to	a	reduced	incidence	of	atrial	fibrillation.64	One	study
in	 2009	 followed	 people	who	 did	 not	 have	 atrial	 fibrillation	 for	 an	 average	 of
17.7	 years	 to	 discover	 who	 would	 develop	 this	 most	 common	 arrhythmia.
Researchers	 found	 a	 38	 percent	 decreased	 incidence	 of	 atrial	 fibrillation	 in
participants	whose	blood	work	showed	adequate	levels	of	DHA.	The	other	study
in	2012	confirmed	these	findings,	demonstrating	a	graded	and	linear	association
with	higher	DHA	levels	in	the	blood	and	lower	incidence	of	atrial	fibrillation.

However,	 these	 findings	 were	 directly	 contradicted	 by	 three	 other	 studies
which	showed	 that	 ingesting	 too	much	 fish	or	 fish	oil	can	moderately	 increase
the	risk	of	atrial	fibrillation.	Nevertheless,	a	detailed	analysis	of	the	data	in	these
studies	reveals	a	U-shaped	association,	demonstrating	that	both	too	little	and	too
much	can	moderately	increase	risk.	So	all	these	data	really	are	not	contradictory
or	confusing,	as	they	consistently	demonstrate	that	research	participants	who	are
deficient	in	omega-3	fatty	acids	(as	documented	by	blood	work)	had	more	atrial
fibrillation,	 and	 those	 ingesting	 too	much	 fish	 or	 fish	 oil	 also	 had	moderately
increased	risk.65

There	is	also	some	evidence	that	ingesting	too	much	fish	oil	may	increase	the
risk	of	prostate	cancer.	A	report	from	researchers	at	the	Fred	Hutchinson	Cancer
Research	Center	 in	 Seattle	 compared	 blood	 samples	 from	 834	men	 diagnosed
with	prostate	cancer	with	samples	from	1,393	men	who	didn’t	have	the	disease.
Men	 whose	 blood	 samples	 were	 in	 the	 top	 25	 percent	 of	 omega-3	 fatty	 acid
content	were	43	percent	more	likely	to	have	been	diagnosed	with	prostate	cancer
than	 men	 whose	 blood	 samples	 were	 in	 the	 lowest	 25	 percent	 of	 omega-3
content.66

The	 findings	were	 published	 online	 in	 the	 Journal	 of	 the	National	Cancer
Institute	 but	 were	 highly	 criticized	 as	 not	 being	 definitive	 due	 to	 too	 many
unknown	 variables	 about	 the	 effect	 of	 prostate	 cancer	 on	 these	 blood	 levels.



Nevertheless,	caution	here	 is	 indicated,	especially	 since	a	meta-analysis	of	 this
issue	showed	a	15	percent	greater	risk	of	prostate	cancer	with	the	highest	levels
of	 EPA-DHA.67	We	 must	 consider	 these	 other	 potential	 risks	 that	 are	 being
suggested	from	overusing	fish	oil	supplements	or	eating	too	much	fish.

Omega-3	Fatty	Acids:	What	You	Need	 to	Know	 for	Maximum	Heart	Health
and	to	Prevent	Dementia	and	Depression

Being	conservative	and	cautious	here,	 I	 suggest	 taking	supplemental	DHA	and
EPA	 if	you	are	not	eating	 fish	 regularly,	but	do	not	overdo	supplementation.	 I
prefer	 an	 algae-based	 DHA	 and	 EPA	 in	 a	 relatively	 low	 dose	 to	 prevent
deficiency,	so	you	can	be	assured	it	is	free	from	environmental	contaminants	that
can	be	found	in	fish	and	fish	oil.	Supplementing	is	an	important	concern	when
following	 a	 vegan	 diet	 for	 therapeutic	 benefits.	 Even	 though	 the	 risk	 of	 heart
disease	 for	 a	 vegan	 would	 be	 exceedingly	 low,	 there	 is	 the	 potential	 risk	 of
developing	depression	and	dementia	from	fatty	acid	deficiency,	especially	from
chronically	low	EPA	and	DHA.

More	than	a	dozen	epidemiological	studies	have	reported	that	reduced	levels
of	 long-chain	 omega-3	 fatty	 acids	 are	 associated	 with	 increased	 risk	 of	 age-
related	 cognitive	 decline	 or	 dementia	 such	 as	 Alzheimer’s	 disease.68	 DHA
promotes	the	growth	and	maintenance	of	nervous	tissue	and	improved	cognition.
In	animal	models,	DHA	adequacy	prevents	the	amyloid	accumulation	commonly
seen	 in	 Alzheimer’s	 patients.	 Most	 critically,	 human	 clinical	 trials	 also	 show
increased	brain	shrinkage	with	aging	in	people	who	have	lower	blood	levels	of
DHA,	 evaluated	 eight	 years	 after	 initial	 DHA	 measurements.69	 The
hippocampus	 area	 in	 the	 brain	 plays	 an	 important	 role	 in	memory	 and	usually
begins	to	atrophy	before	symptoms	of	Alzheimer’s	appear.	This	area	of	the	brain
was	 found	 to	 be	 particularly	 vulnerable	 to	 shrinkage	 associated	 with	 a	 low
omega-3	index	(3.4	percent	compared	with	7.5	percent).	(The	omega-3	index	is	a
measure	of	the	levels	of	EPA	plus	DHA	in	red	blood	cells.)

This	 is	 of	 particular	 concern	 considering	 the	 large	 number	 of
unsupplemented	vegans	who	demonstrate	deficiency	as	measured	by	the	omega-
3	index.70	In	this	study,	166	healthy	vegans	showed	a	wide	range	in	DHA-EPA
levels,	which	did	not	correlate	with	 the	amount	of	 short-chain	omega-3	 intake.
That	means	 that	more	 alpha-linolenic	 acid	 from	 flaxseeds	 and	walnuts	 did	 not
translate	into	higher	levels	of	EPA	and	DHA,	suggesting	that	the	major	variation



was	primarily	due	to	genetic	differences	in	conversion	enzymes.
A	 significant	 percentage	 of	 the	 vegans	 had	 levels	 less	 than	 3	 percent	 (as

shown	in	the	graph),	suggesting	serious	risk	of	later-life	brain	compromise.	This
study	also	demonstrated	that	a	low-dose,	algae-derived	supplement	of	only	265
milligrams	of	EPA	(88	milligrams)	plus	DHA	(177	milligrams)	was	sufficient	to
normalize	the	omega-3	index	results	on	subsequent	blood	tests.

OMEGA-3	INDEX	IN	VEGANS

My	two	and	a	half	decades	of	clinical	experience	treating	vegans	who	have
some	failure	to	thrive	on	a	vegan	diet	have	repeatedly	demonstrated	a	percentage
whose	 lack	 of	DHA	 and	EPA	 resulted	 in	 an	 episode	 of	 depression	 or	 anxiety
depressive	 disorder.	 These	 findings	 are	 consistent	 with	 a	 meta-analysis
demonstrating	that	people	with	depression	commonly	have	lower	EPA	and	DHA
levels.71	DHA	deficiency	 in	depressed	patients,	 relative	 to	healthy	controls,	 is
linked	to	anxiety	and	depression.	The	low	omega-3	fatty	acid	status	commonly
observed	in	patients	with	major	depressive	disorder	may	reduce	the	effectiveness
of	 the	 most	 commonly	 used	 medications	 for	 this	 disorder,	 called	 selective
serotonin	 reuptake	 inhibitors	 (SSRIs).72	 Supplementation	 with	 DHA-EPA,
especially	EPA,	has	been	shown	to	be	helpful	for	people	with	depression.73

Not	merely	DHA	but	 other	 common	 deficiencies	 could	 additively	 increase
depression	 risk.	 Low	 vitamin	D	 (best	measured	with	 a	 25-hydroxy	 vitamin	D
blood	 test)	 can	 also	 exacerbate	 the	 risks	 of	 dementia	 and	 depression	 and	 has
been	 associated	with	 diminished	 global	 cognitive	 function	 and	 greater	 decline
over	four	years.	In	this	study,	people	with	25-hydroxy	vitamin	D	higher	than	30



ng/ml	 showed	 insignificant	 decline;	 those	 with	 levels	 of	 20	 to	 29	 showed
moderate	decline;	 and	 those	with	 levels	 less	 than	20	 showed	severe	decline.74

These	findings	were	matched	almost	perfectly	in	another	study.75	It	is	important
to	pay	attention	to	all	these	factors	(because	of	the	varied	needs	of	individuals)	to
assure	 that	people	who	are	counting	on	 longevity-promoting	dietary	advice	are
not	 left	with	 some	 irreversible	 loss	of	memory	 and	brain	 function.	 I	 see	many
patients	who	eat	healthfully	and	follow	the	advice	of	nutritional	leaders,	yet	they
still	have	low	levels	of	these	important	nutrients,	placing	them	at	needless	risk.

When	 following	 a	 vegan	 or	 near-vegan	 diet,	 it	 may	 also	 be	 important	 to
assure	 that	 zinc	 requirements	 are	 optimized.	 Zinc	 levels	 and	 needs	 can	 vary
among	 individuals,	 with	 some	 people	 requiring	 more	 than	 is	 biologically
accessible	through	a	vegan	diet.

A	 meta-analysis	 of	 seventeen	 studies	 measuring	 zinc	 levels	 demonstrated
that	zinc	concentration	averaged	1.85	umol/l	lower	in	depressed	subjects	versus
controls,	 and	 greater	 depression	 severity	 was	 associated	 with	 greater	 relative
zinc	 deficiency.76	 The	 research	 also	 corroborates	 my	 clinical	 experience	 that
women	are	more	susceptible	to	depression	from	low	and	borderline	zinc	intake
compared	 with	 men.77	 I	 have	 found	 that	 supplemental	 zinc,	 added	 to	 the
antidepression	protocol,	has	been	extremely	effective,	especially	in	speeding	up
the	 response	 to	 therapy	and	ameliorating	anxiety	associated	with	depression	or
anxious	depression.	Some	studies	corroborate	this	experience.78

Understanding	Failure	to	Thrive	in	a	Small	Percentage	of	Vegans

A	 number	 of	 important	 trials	 have	 confirmed	 the	 benefits	 of	 dietary
supplementation	 with	 omega-3	 fatty	 acids,	 not	 only	 in	 several	 psychiatric
conditions,	 but	 also	 in	 inflammatory,	 autoimmune,	 and	 neurodegenerative
diseases.	 It	 is	 unfortunate,	 but	 understandable,	 that	 many	 vegans,	 when	 they
develop	 emotional	 disorders	 or	 symptoms,	 have	 been	 turned	 away	 from	 the
vegan	diet	and	returned	to	eating	meat	and	fish.	However,	the	most	unfortunate
part	is	that	they	often	swing	back	to	the	other	extreme,	consuming	a	diet	too	high
in	 animal	 products	 (which	 has	 a	 new	 constellation	 of	 risks)	 instead	 of
understanding	their	deficiencies	and	repairing	them	conservatively.

A	 diet-style	 that	 most	 effectively	 reverses	 heart	 disease	 is	 vegan	 or	 near-
vegan.	But	 in	our	valiant	efforts	 to	win	 the	war	against	 this	defeatable	 foe,	we
must	make	 sure	 that	we	 don’t	 ignore	 other	 potential	 nutritional	 risks.	 Though



this	discussion	of	the	issue	only	touches	on	some	main	concerns,	it	has	become
apparent	from	my	clinical	experience	that	an	unsupplemented,	low-fat	vegan	diet
should	 ignite	 a	 spark	 of	 caution.	 This	 diet-style	 is	 not	 natural	 to	 our	 genetic
heritage	and	has	not	been	pursued	for	generations.	Its	promotion	as	the	“perfect”
diet	for	all	can	result	in	a	failure	to	thrive	in	some	children	and	can	be	unsafe	for
pregnant	 and	 nursing	 women.	 In	 addition,	 an	 unsupplemented	 vegan	 diet	 can
increase	 the	 risk	of	developing	depression	and	 later-life	dementia	 and	 increase
the	risk	needlessly	for	some	people	with	advanced	heart	disease.

We	must	 always	 err	 on	 the	 side	 of	 caution	when	 scientific	 results	 are	 not
definitive	or	 are	 controversial.	Very	 little	 in	 the	world	of	nutritional	 science	 is
known	 with	 100	 percent	 certainty.	 We	 always	 need	 to	 consider	 the
preponderance	of	the	evidence	within	a	conservative	framework	that	is	informed
by	broad	clinical	experience.

My	very	busy	clinical	practice,	which	caters	to	this	population	of	vegans	and
health	 seekers,	 may	 shine	 a	 different	 light	 on	 some	 of	 these	 issues.	 I	 have
communicated	with	other	medical	professionals	who	have	similar	practices	and
have	reported	similar	or	identical	findings.

Certainly,	vitamin	B12	is	the	most	important	supplement	to	use	for	someone
eating	a	vegan	or	near-vegan	diet,	or	for	an	aging	population.	It	is	also	important
to	assure	a	source	of	iodine	in	the	diet,	since	many	of	us	do	not	use	iodinated	salt
or	eat	seaweed	regularly.

Plant	 proteins	 are	 preferable	 to	 animal	 proteins,	 and	 less	 animal	 protein	 is
invariably	more	favorable	to	health,	so	it	is	unusual	to	have	to	be	concerned	with
people’s	 protein	 needs.	 Vegetables,	 beans,	 seeds,	 and	 nuts	 supply	 plenty	 of
protein,	even	for	athletes.	The	rare	individual	may	require	more	plant	protein	or
some	 animal	 products	 to	 account	 for	 digestive	 idiosyncrasies,	 especially	 as
concerns	 the	 amino	 acids	 taurine	 and	 carnitine.	Being	 alert	 to	 patients’	 unique
needs	is	 important,	especially	as	protein	assimilation	diminishes	with	advanced
aging.	When	these	requirements	are	evident,	a	small	amount	of	animal	products
suffices.	(See	Chapter	7	for	more	about	protein.)

Without	 a	 predetermined	 philosophy	 or	 agenda,	 we	 must	 use	 a	 clear,
unbiased	 evaluation	 of	 today’s	 science,	 in	 conjunction	with	 assessment	 of	 the
broad	 spectrum	 of	 individual	 needs,	 to	 assure	 outcomes	 that	 are	 invariably
favorable.

In	 Chapter	 8,	 I	 walk	 you	 through	 everything	 you	 need	 to	 know	 to	 put
nutritional	 science	 into	 action	 in	 your	 kitchen	 to	 transform	 your	 health.	 The
science	 is	 clear	 that	 the	 nutritional	 protocol	 described	 here	 is	 the	 single	most



effective	way	to	prevent	and	reverse	heart	disease.	But	first	we	turn	to	one	of	the
most	important	topics	related	to	heart	disease:	fat.



CHAPTER	FIVE

Fat-Food	Nation:	The	Science	of	Fat

Have	you	heard	 that	 saturated	 fat	 is	good,	not	bad?	Cholesterol	 and	eggs	are
good,	not	bad?	Lots	of	people	in	the	media	and	on	the	Internet	have	jumped	on
this	bandwagon.	“Eat	Butter”	claimed	Time	magazine’s	cover	on	June	23,	2014.
Mark	 Bittman’s	 March	 2014	 column	 in	 the	 New	 York	 Times	 rhapsodized,
“Butter	Is	Back.”

A	 2014	 meta-analysis	 in	 the	 Annals	 of	 Internal	 Medicine	 concluded,
“Current	 evidence	 does	 not	 clearly	 support	 cardiovascular	 guidelines	 that
encourage	 high	 consumption	 of	 polyunsaturated	 fatty	 acids	 and	 low
consumption	of	total	saturated	fats.”1	The	media	ran	with	it.

And	why	wouldn’t	they?	There	is	a	strong	desire	of	not	merely	the	producers
of	meat,	butter,	and	eggs	to	claim	their	products	are	safe,	but	also	the	meat-and-
butter-eating	public	and	media	to	distort	and	misinterpret	information	to	justify
their	 eating	 preferences.	 Low-carbohydrate,	 Paleo,	 and	 other	 high-meat-diet
advocates	proudly	tell	their	followers	that	this	research	has	exonerated	saturated
fat	and	proved	 that	 the	connection	between	saturated	 fat	and	heart	disease	was
just	a	myth.	The	overall	message	is	that	everyone	now	has	free	rein	to	eat	all	the
meat,	butter,	and	cheese	they	want	with	no	consequences.

These	statements	and	headlines	are	sensationalized	misinterpretations	of	the
science.	 They	 do	 a	 serious	 disservice	 to	 an	 already	 nutritionally	 confused	 and
unhealthy	 public	 for	whom	heart	 disease	 and	 cancer	 are	 the	 leading	 causes	 of
death.	Promoting	the	view	that	foods	rich	in	saturated	fat,	such	as	meat,	butter,
and	cheese,	are	harmless	requires	ignoring	an	overwhelming	amount	of	evidence
linking	 increased	meat	 consumption	 to	 a	 higher	 risk	 of	 death.	 It	 also	 requires
ignoring	much	additional	evidence	showing	that	saturated	fat–rich	meals	impair
endothelial	function,	raise	cholesterol,	and	lead	to	populations	with	higher	rates
of	both	heart	disease	and	cancer.2



CASE	HISTORY:	PROOF	FROM	A	PATIENT

It	would	be	easy	to	blame	my	health	problems	on	heredity	because	I’ve	been
heavy	 since	 childhood.	 I	 have	 a	 history	 of	 obesity,	 heart	 disease,	 and
diabetes	on	both	sides	of	my	family.	Over	the	years,	I	tried	many	diets,	but
they	didn’t	work	well	or	for	long.	I	reached	a	top	weight	of	263	pounds	on
my	 5-foot-4-inch	 frame	 and	 resigned	 myself	 to	 forever	 being	 a	 plus-size
woman.	I	avoided	seeing	doctors	because,	although	they	lectured	me	about
my	weight,	the	only	solution	they	offered	was	a	calorie-restricted	version	of
the	 standard	 American	 diet,	 which	 made	 me	 feel	 always	 hungry	 and
miserable.

At	 age	 56,	 I	 had	 a	 stroke.	After	 almost	 a	month	 in	 the	 hospital	 and	 a
rehab	 center,	 I	 returned	 home	 diagnosed	with	 type	 2	 diabetes,	 high	 blood
pressure,	high	cholesterol,	arteries	that	were	about	65	percent	blocked,	and	a
low	 thyroid	 level.	 To	 control	 all	 these	 ills	 I	 was	 given	 a	 bunch	 of
prescription	medications,	which	 I	was	 expected	 to	 take	 for	 the	 rest	 of	my
life.	About	a	year	after	 the	 stroke,	 I	was	diagnosed	with	a	 serious	 form	of
tachycardia	and	ended	up	having	two	stents	for	a	95	percent	blockage,	and
even	more	prescriptions.

My	husband	searched	the	Internet	for	ways	to	help	me	become	healthier
and	 found	 Dr.	 Fuhrman’s	 website.	 He	 read	 Eat	 to	 Live,	 which	 claimed
dramatic	 results	 through	 dietary	 changes.	 I	 was	 skeptical	 about	 trying	 yet
another	diet,	but	since	I	could	no	longer	be	 in	denial	about	my	weight	and
health,	 I	 agreed.	 Because	 I	 was	 still	 in	 a	 wheelchair,	 my	 husband	 had	 to
prepare	meals	for	both	of	us.	Although	he	only	had	a	little	weight	to	lose,	he
joined	me	on	the	diet,	assured	by	Dr.	Fuhrman’s	website	that	a	high-nutrient,
vegetable-based	diet	would	also	be	healthy	for	him.	I	quickly	shed	pounds,
and	 my	 lab	 tests	 improved.	 Although	 my	 diabetes	 was	 controlled	 to	 the
satisfaction	of	my	doctors,	Dr.	Fuhrman	said	the	first	priority	was	to	get	rid
of	 it	 completely	with	 nutritional	 excellence.	No	 physician	 I	 had	 seen	 ever
mentioned	this	as	a	possibility.

About	a	year	and	a	half	later,	I	was	no	longer	diabetic	and	had	no	further
heart	problems.	My	current	weight	is	around	130,	slightly	less	than	half	my
maximum.	 I	 have	gone	 from	a	plus-size	24W/26W	 to	 a	misses’	 size	8/10,
which	is	a	smaller	size	than	I	have	ever	worn	in	my	adult	life.	As	hard	as	it
is	to	imagine,	the	last	time	I	was	this	weight,	I	was	younger	than	12.	I	also
no	 longer	 snore	 and	 my	 energy	 and	 stamina	 have	 increased.	 Although	 I



didn’t	 fully	 recover	 from	 the	 stroke,	 maybe	 about	 90	 percent,	 there	 are
things	I	can	do	more	easily	now	than	before	when	I	was	just	fat.	My	husband
and	I	both	have	more	 immune	resistance.	We	used	 to	catch	every	bug	 that
came	around,	but	now	we’re	rarely	sick.

It’s	 been	 many	 years	 since	 I	 started	 the	 Nutritarian	 diet,	 and	 I	 have
maintained	my	weight	loss	and	have	had	no	diet-related	medical	problems.
Even	 though	 I	 don’t	 take	 any	 medication	 for	 diabetes	 or	 statins	 for
cholesterol,	my	most	 recent	 lab	 results	 show	my	 fasting	blood	 sugar	 at	 75
mg/dl,	total	cholesterol	at	144	mg/dl,	and	triglycerides	at	61	mg/dl.	I	owe	all
these	 positive	 changes	 to	 Dr.	 Fuhrman’s	 program.	 I	 still	 have	 a	 hearty
appetite,	but	I’m	no	longer	addicted	to	food.

Charlene	Vanderveen

Those	who	support	 these	 false	claims	have	not	 scrutinized	all	 the	evidence
on	this	topic	or	have	allowed	their	judgment	to	be	impaired	by	cognitive	biases,
such	 as	 food	 preference,	 status	 quo	 bias,	 and	 the	 “bandwagon”	 effect.	 Plus,
multiple	 interventional	 studies	 now	 show	 that	 heart	 disease	 not	 only	 can	 be
prevented,	but	also	can	be	reversed	by	avoiding	animal	products.	In	contrast,	not
one	study	shows	 that	 the	 reversal	of	plaque	or	elimination	of	cardiac	deaths	 is
possible	with	a	diet	high	in	animal	products.	Don’t	believe	in	fairy	tales.

	

Glossary

	
Saturated	 fats—some	 naturally	 occurring	 fats	 are	 called	 saturated
because	all	the	carbon	atoms	are	single	bonds.	It	is	well	established	that
eating	more	saturated	fats	raises	cholesterol.	These	fats	are	solid	at	room
temperature	and	generally	are	 recognized	as	a	 significant	 cause	of	both
heart	disease	and	cancer.	Saturated	fats	are	found	mainly	in	meat,	fowl,
eggs,	and	dairy.	The	foods	with	the	most	saturated	fat	are	butter,	cream,
meat,	 and	 cheese.	 Palm	 oil	 and	 coconut	 oil	 have	 higher	 amounts	 of
saturated	fat	compared	with	other	plant	fats.	Almost	half	the	saturated	fat
in	 coconut	 oil	 is	 lauric	 acid,	 a	 medium-chain	 triglyceride	 that	 is	 safer



than	 other	 saturated	 fats.	 But	 just	 because	 coconut	 oil	 is	 not	 as	 bad	 as
butter	doesn’t	mean	it’s	a	health	food.

	

Unsaturated	fats	are	a	mix	of	monounsaturated	and	polyunsaturated	fat.
Eating	unsaturated	fats	lowers	cholesterol	when	substituted	for	saturated
fats,	but	excessive	amounts	may	promote	cancer	and	obesity.	Examples
of	 unsaturated	 fats	 are	 the	 fats	 in	 nuts	 and	 seeds	 such	 as	 flaxseeds,
sunflower	 seeds,	macadamia	 and	 pistachio	 nuts,	 almonds,	walnuts,	 and
cashews	as	well	as	avocados	and	olives.

	

Monounsaturated	fats	are	fats	with	only	one	double	bond	in	the	carbon
chain.	They	are	liquid	at	room	temperature	and	are	thought	to	have	health
benefits.	 The	 supposed	 health	 benefits	 of	 these	 fats	 appear	when	 these
fats	are	used	in	place	of	dangerous	saturated	fats.	Monounsaturated	fat	is
found	 in	 avocados,	 almonds,	 peanuts,	 and	 most	 other	 nuts	 and	 seeds.
Keep	in	mind:	No	fats	that	are	extracted	from	whole	foods	(oils),	such	as
olive	 oil	 and	 almond	 oil,	 even	 if	 they	 are	monounsaturated,	 should	 be
considered	health	food	because	they	are	low	in	nutrients	and	contain	120
calories	per	tablespoon,	promoting	weight	gain.	When	you	consume	the
entire	food	containing	monounsaturated	fat,	you	get	a	significant	amount
of	important	fat-binding	fibers	and	nutrients	that	are	lost	when	the	oil	is
extracted.	It	is	always	best	that	our	fat	intake	come	from	whole	food,	not
oil.

	

Hydrogenated	 fat—hydrogenation	 is	 a	 process	 of	 adding	 hydrogen
molecules	to	unsaturated	fats,	which	makes	plant	oils,	which	are	liquid	at
room	temperature,	solidify.	An	example	is	margarine.	These	fats	are	also
called	trans	fats.	The	hardening	of	the	fat	extends	its	shelf	life	so	that	the
oil	can	be	used	over	and	over	again,	such	as	to	fry	potatoes	in	a	fast-food
restaurant,	 or	 added	 to	 processed	 foods	 such	 as	 crackers	 and	 cookies.
While	 hydrogenation	 does	 not	 make	 the	 fat	 completely	 saturated,	 it
creates	 trans	 fatty	 acids,	which	 act	 like	 saturated	 fats.	 These	 fats	 raise



cholesterol,	and	evidence	is	accumulating	that	demonstrates	the	harmful
nature	 of	 these	manufactured	 fats	 and	 their	 relation	 to	 both	 cancer	 and
heart	 disease.	 Avoid	 all	 foods	 whose	 ingredients	 contain	 partially
hydrogenated	or	hydrogenated	oils.

	

Cholesterol	is	a	waxy	fatlike	substance	found	in	all	cells	of	our	bodies.
Our	bodies	produce	the	amount	we	need.	It	is	also	found	in	animal	foods
such	as	meat,	fowl,	dairy,	and	eggs.	It	is	known	that	too	much	of	certain
types	 of	 cholesterol	 in	 our	 blood	 promotes	 heart	 disease.	 Eating
cholesterol	does	raise	unfavorable	blood	cholesterol	somewhat,	but	not	as
much	as	eating	saturated	fats	and	trans	fats.	The	amount	of	cholesterol	in
plants	is	so	negligible	that	you	should	consider	them	cholesterol	free.

	

Low-Density	 Lipoprotein	 (LDL)	 Cholesterol—cholesterol	 cannot
dissolve	 in	 the	 blood,	 so	 it	 needs	 proteins	 (called	 lipoproteins)	 to
transport	 it	 to	 where	 it	 needs	 to	 go.	 LDL	 cholesterol	 is	 one	 of	 five
lipoproteins,	 but	 this	 one	 has	 the	most	 affinity	 for	 the	 inside	 of	 blood
vessels,	 especially	when	 oxidized.	 LDL	 cholesterol	 is	 the	 bad	 guy	 that
promotes	the	plaque	that	leads	to	blockages	and	heart	attacks.	Thus,	the
more	LDL	cholesterol	you	have	 in	your	blood,	 the	greater	your	 risk	of
heart	disease.

	

High-Density	Lipoprotein	(HDL)	Cholesterol—HDL	cholesterol	is	the
“good”	cholesterol	and	carries	cholesterol	back	 to	 the	 liver	 for	 removal
from	the	body.	So	higher	HDL	helps	keep	cholesterol	from	building	up
in	 the	 walls	 of	 the	 arteries.	 Individuals	 with	 a	 ratio	 of	 total	 to	 HDL
cholesterol	 higher	 than	 4	 are	 considered	 to	 have	 an	 exceptionally	 high
risk	of	developing	heart	disease.	So,	the	higher	your	HDL	cholesterol,	the
better.	However,	people	with	exceptionally	 low	LDL	cholesterol	do	not
have	 to	 worry	 about	 their	 HDL	 level.	 You	 don’t	 need	 the	 garbage
collectors	when	there	is	no	garbage.

	



Docosahexaenoic	Acid	(DHA)	Fat—DHA	is	a	long-chain	omega-3	fatty
acid	that	is	made	by	the	body,	but	it	can	also	be	found	in	algae	and	fish,
such	 as	 salmon	 and	 sardines.	 DHA	 is	 used	 in	 the	 production	 of	 anti-
inflammatory	 mediators	 that	 inhibit	 abnormal	 immune	 function	 and
prevent	excessive	blood	clotting.	DHA	is	not	considered	an	essential	fat
because	the	body	can	manufacture	sufficient	amounts	 if	adequate	short-
chain	 omega-3	 fatty	 acids	 are	 consumed	 (flaxseeds,	walnuts,	 soybeans,
leafy	 green	 vegetables).	 However,	 because	 of	 genetic	 differences	 in
enzyme	activity	and	because	of	excess	omega-6	 fats,	many	people	who
do	not	consume	fish	regularly	are	deficient	in	this	important	fat.

	

Arachidonic	 acid	 is	 a	 long-chain	 omega-6	 fatty	 acid	 produced	 by	 the
body,	but	it	is	also	found	in	meat,	fowl,	dairy,	and	eggs.	Products	formed
from	excessive	amounts	of	 this	 fatty	acid	have	 the	potential	 to	 increase
inflammation	 and	 cause	 disease.	 They	 may	 increase	 blood	 pressure,
thrombosis,	vasospasm,	and	allergic	reaction.	They	are	linked	to	arthritis,
depression,	and	other	common	illnesses.

	

Triglycerides	comprise	the	largest	proportion	of	fats	(lipids)	in	the	diet,
in	 the	 adipose	 tissue,	 and	 in	 the	 blood.	 Immediately	 after	 a	 fatty	meal,
triglyceride	 levels	 rise	 in	 the	bloodstream.	We	store	 triglycerides	 in	our
fatty	tissues	and	muscle	as	a	source	of	energy	and	gradually	release	and
metabolize	 them	 between	 meals	 according	 to	 the	 energy	 needs	 of	 the
body.	Only	a	small	portion	of	 triglycerides	is	found	in	the	bloodstream.
High	 blood	 triglyceride	 levels	 reflect	 increased	 body	 fat	 stores.	 High
triglycerides	further	promote	and	contribute	 to	atherosclerosis	 in	people
with	high	cholesterol.

	

Body	 fat—visceral	 fat	 is	 the	 fat	 stored	 within	 the	 abdominal	 cavity
around	 important	 internal	 organs,	 including	 the	 heart.	 It	 is	 associated
with	a	number	of	serious	health	concerns,	including	high	blood	pressure,
diabetes,	 and	 heart	 disease.	 Subcutaneous	 fat	 is	 the	 fat	 stored	 directly



under	the	skin	layers	and	is	easily	discernable	by	pinching	the	skin.	It	is
widely	distributed	over	the	body	but	can	accumulate	preferentially	in	the
buttocks	and	abdominal	area.

Saturated	Fat,	Carbohydrates,	and	Heart	Disease

Saturated	 fats	 are	 called	 saturated	 because	 they	 are	 saturated	 with	 hydrogen
atoms.	 Saturation	 with	 hydrogen	 atoms	 makes	 the	 molecules	 in	 the	 fat	 fairly
straight,	so	 that	 they	can	be	packed	closely	 together,	making	these	fats	solid	at
room	 temperature.	 Monounsaturated	 and	 polyunsaturated	 fats	 can’t	 pack	 as
closely	 together,	making	 them	 liquid	at	 room	 temperature.	The	solid	 trans	 fats
and	saturated	fat	are	the	fats	most	closely	associated	with	fat	in	your	heart.

All	fat-containing	foods	contain	a	combination	of	all	three	types	of	fat.	Meat,
eggs,	 and	 dairy	 products	 are	 generally	 the	 richest	 in	 saturated	 fat.	 Fish	 is
somewhat	higher	 in	polyunsaturated	 fat	 because	of	 the	omega-3	 content.	Plant
sources	 of	 fat,	 such	 as	 nuts,	 seeds,	 avocado,	 and	 vegetable	 oils,	 are	 higher	 in
monounsaturated	 and	 polyunsaturated	 fats	 and	 lower	 in	 saturated	 fats.	 The
exceptions	are	coconut	and	palm	oil,	which	are	high	in	saturated	fat.	The	major
sources	of	 saturated	 fat	 in	 the	SAD	are	cheese,	conventional	desserts,	 chicken,
processed	meats,	and	red	meat.3

Saturated	 fat	 is	 thought	 to	 affect	 heart	 disease	 risk	 primarily	 through	 its
effects	on	blood	cholesterol	levels.	Research	dating	back	to	the	1950s	and	1960s
showed	 that	 adding	 saturated	 fats	 to	 the	 diet	 increased	 cholesterol	 when
compared	with	 adding	 polyunsaturated	 fats.4	More	 recent	 human	 studies	 have
consistently	confirmed	 that	 saturated	 fat	elevates	blood	cholesterol	 to	a	greater
degree	than	monounsaturated	or	polyunsaturated	fat.5

The	 2014	meta-analysis	 that	 sparked	 the	 headlines	 extolling	 the	 virtues	 of
saturated	 fat	 included	 thirty-two	 observational	 studies	 of	 dietary	 fat	 intake,
seventeen	 studies	 of	 circulating	 fatty	 acids,	 and	 twenty-seven	 randomized
controlled	 trials	 supplementing	with	 omega-3	 fatty	 acids.	 The	 authors	 found	 a
decrease	in	CAD	risk	associated	with	long-chain	omega-3	intake	and	an	increase
in	 risk	 for	 trans	 fat	 intake.	 No	 significant	 differences	 in	 risk	 were	 found	 for
monounsaturated	fat,	omega-6	fat,	or	saturated	fat.6

Does	 this	 mean	 that	 saturated	 fat	 poses	 no	 risk?	 Of	 course	 not.	 Both	 the



interpretation	of	 the	 data	 and	 the	 distortion	of	 the	 findings	by	meat-promoting
websites	and	the	media	demonstrate	a	troubling	bias	that	permeates	our	society
and	hopes	to	maintain	the	present	status	quo	of	dietary-induced	disease.

Replacing	saturated	fat	with	polyunsaturated	fat	decreases	heart	disease	risk
a	bit,	but	replacing	saturated	fat	with	refined	carbohydrate	does	not.

When	 saturated	 fat	 intake	 is	 studied,	 “replacement	 nutrients”	 are	 a	 crucial
piece	of	 the	puzzle.7	If	you	reduce	the	amount	of	foods	rich	in	saturated	fat	 in
your	diet,	you	must	 replace	 those	 foods	with	 some	other	 source	of	calories.	 In
the	 1970s,	 1980s,	 and	 1990s,	 when	 Americans	 were	 encouraged	 to	 reduce
saturated	 fat–rich	 foods	 such	as	meat,	 dairy,	 and	processed	baked	goods,	most
people	didn’t	replace	them	with	vegetables	and	other	whole	plant	foods;	instead,
they	 replaced	 them	with	 bread,	 pasta,	white	 rice,	 and	 low-fat	 (and	high-sugar)
processed	baked	goods—foods	that	cause	disease	just	as	much.

The	critics	who	claim	that	saturated	fat	poses	no	health	risks	have	it	wrong;
it’s	not	that	saturated	fat	isn’t	harmful,	it’s	that	refined	carbohydrates	are	just	as
bad.	 It	 is	 no	 surprise	 that	 no	 reductions	 in	 heart	 disease	 risk	were	 found	with
lower	saturated	fat	intake	when	people	who	ate	smaller	amounts	of	red	meat	and
butter	 ate	more	white	 flour,	 processed	 cereals,	 and	 sugar	 instead!	Plus,	 animal
products	 have	 other	 detrimental	 properties	 besides	 fat,	 such	 as	 excess	 protein,
iron,	and	carnitine	 (discussed	below	in	more	detail),	all	of	which	also	promote
atherosclerosis.	 Even	 the	 lower-fat	 animal	 products	 need	 to	 be	 reduced	 for
serious	heart	disease	protection,	regardless	of	their	fat	content.

It	is	evident	that	this	recent,	highly	publicized	meta-analysis	doesn’t	tell	the
whole	story.

Analyses	that	paid	the	proper	attention	to	replacement	nutrients	reported	that
while	replacing	saturated	fat	with	(processed)	carbohydrates	did	not	reduce	heart
disease	risk,	replacing	saturated	fat	with	polyunsaturated	fat	from	foods	such	as
nuts,	 seeds,	 and	 avocados	 did	 reduce	 risk.	Of	 course,	 those	 results	weren’t	 as
highly	 publicized,	 since	 they	 couldn’t	 spark	 any	 headlines	 trumpeting	 “meat,
butter,	and	cheese	are	good	for	you!”

A	 pooled	 analysis	 published	 in	 2009	 found	 that	 replacing	 5	 percent	 of
calories	 from	 saturated	 fat	 with	 polyunsaturated	 fat	 was	 associated	 with	 a	 13
percent	 decreased	 risk	 of	 coronary	 events	 and	 a	 26	 percent	 decreased	 risk	 of
coronary	 deaths.	 However,	 replacing	 5	 percent	 of	 calories	 from	 saturated	 fat
with	refined	carbohydrates	slightly	increased	risk	of	coronary	events	and	had	no
effect	on	coronary	deaths.8



Another	meta-analysis,	 published	 in	 2010,	 analyzed	 randomized	 controlled
trials	 (which	 contained	 intervention	 studies	 that	 were	 excluded	 from	 the	 new
meta-analysis)	 that	 replaced	 saturated	 fat	 calories	 with	 polyunsaturated	 fat
calories	 in	 subjects’	diets	 for	at	 least	one	year.	This	analysis	 found	an	average
decrease	 in	 total	 cholesterol	 of	 29	 mg/dl	 and	 reported	 that	 each	 5	 percent
increase	 in	 polyunsaturated	 fat	 calories	 reduced	 CAD	 risk	 by	 10	 percent.	 A
notable	 finding	 in	 this	 analysis	 was	 that	 the	 longer	 the	 duration	 of	 the
intervention	 diet,	 the	 greater	 the	 benefit;	 for	 each	 additional	 year,	 the
intervention	groups	lowered	their	risks	another	9.2	percent.9

REPLACING	SATURATED	FAT

The	conclusion	reported	in	the	2014	meta-analysis	that	got	all	the	play	in	the
press	doesn’t	 accurately	 reflect	 the	preponderance	of	 evidence	 from	prevailing
science.	 To	 repeat	 its	 conclusion:	 “Current	 evidence	 does	 not	 clearly	 support
cardiovascular	 guidelines	 that	 encourage	 high	 consumption	 of	 polyunsaturated
fatty	 acids	 and	 low	 consumption	 of	 total	 saturated	 fats.”	 A	 more	 appropriate
conclusion	would	have	been:

Current	evidence	does	not	clearly	support	the	benefits	of	low	consumption
of	saturated	fats	if	those	calories	are	replaced	with	high-glycemic

carbohydrates.

High-Glycemic	Versus	Low-Glycemic	Carbohydrate	Foods



The	main	reason	that	the	meta-analysis	of	these	observational	studies	suggested
that	replacing	saturated	fat	with	carbohydrates	does	not	reduce	heart	disease	risk
was	that	these	studies	did	not	evaluate	the	quality	of	the	carbohydrate	eaten.	We
need	to	be	more	specific	about	the	type	of	carbohydrate.

White	bread	and	beans	are	two	very	different	foods	and	on	different	ends	of
the	glycemic	spectrum.	Although	very	little	research	has	been	done	on	replacing
saturated	 fat	 with	 different	 classes	 of	 carbohydrate	 foods,	 one	 study	 has
evaluated	 heart	 attack	 risk	 relative	 to	 intake	 of	 saturated	 fat	 and	 carbohydrate
foods	that	have	either	a	low	glycemic	index	or	a	high	glycemic	index.10

The	 researchers	 followed	more	 than	 fifty	 thousand	people	 for	 twelve	years
and	 found	 that	 replacement	 of	 saturated	 fat	 with	 high-glycemic-index	 (GI)
carbohydrates	increased	heart	attack	risk	by	33	percent	(see	the	graph	opposite),
but	 replacement	 of	 saturated	 fat	 with	 low-glycemic-index	 carbohydrates
decreased	 risk.	 It	makes	 sense	 that	 refined	 carbohydrates	would	 increase	 risk,
since	 they	 increase	 triglycerides	 and	 small	 LDL	 particles	 and	 promote	 insulin
resistance.11	 Several	 studies	 have	 associated	 higher	 dietary	 glycemic	 index	 or
glycemic	load	with	a	greater	risk	of	cardiovascular	disease.12

Polyunsaturated	and	monounsaturated	fats	are	a	bit	better	for	you	than
saturated	fats,	but	this	does	not	make	them	good	for	you.

Studies	 show	 that	 unsaturated	 fats	 are	 not	 as	 bad	 as	 saturated	 fats,	 but	we
have	to	be	careful	here	because	the	oil	derived	from	these	unsaturated	fats	is	not
a	 health	 food.	 I	 discuss	 this	 more	 later,	 but	 for	 now	 the	 key	 is	 this:	 It	 is	 the
reduction	 of	 foods	 high	 in	 saturated	 fat	 and	 the	 replacement	 of	 them	 with
vegetables,	 beans,	 nuts,	 and	 seeds	 that	 demonstrates	marked	 benefits.	 In	 other
words,	 whole	 nuts	 and	 seeds	 have	 powerful	 cholesterol-lowering	 and
cardiovascular	benefits	 compared	with	 the	 fats	 extracted	 from	 those	 foods	 (the
oils).	These	study	subjects	consumed	processed	oils	 to	 increase	unsaturated	 fat
intake,	so	the	full	benefit	of	replacing	saturated	fat–rich	animal	foods	with	whole
plant	foods	was	not	measured	or	realized.	Plus,	nuts	and	seeds	have	been	shown
to	 offer	 additional	 cardiovascular	 and	 life	 span	 benefits	 not	 related	 to	 their
effects	on	lowering	cholesterol.

REPLACING	SATURATED	FAT	WITH	CARBOHYDRATES



These	 studies,	 and	 the	 way	 they	 were	 reported	 by	 the	 press,	 not	 only
confused	 people,	 but	 they	 also	 obscured	 the	 dangers	 of	 high-glycemic
carbohydrates.	The	 interesting	 learning	point	here	 is	 that	some	of	 these	studies
suggest	that	refined	carbohydrates	are	actually	worse	 than	saturated	fats	for	the
heart.13

Which	 is	 the	 worst	 doesn’t	 really	matter,	 except	 in	 reinforcing	 the	 dietary
admonition	to	stay	away	from	white	bread,	white	rice,	sugar,	and	sweeteners—
all	 of	 which	 can	 increase	 the	 risk	 of	 heart	 disease.	 It’s	 too	 bad	 that	 it	 is	 not
headline-grabbing	 to	 say	 that	 to	 protect	 against	 heart	 disease,	 nuts	 and	 seeds
should	be	a	major	 source	of	dietary	 fat.	Several	 clinical	 studies	have	observed
beneficial	 effects	 of	 diets	 high	 in	 raw	nuts	 to	 lower	LDL	cholesterol	 levels.14
For	 example,	 in	 one	 study	 using	 a	 diet	 rich	 in	 nuts	 and	 seeds	 and	 vegetables,
LDL	 cholesterol	 was	 lowered	 33	 percent	 in	 just	 six	 weeks.15	 But	 more
importantly,	nuts	and	seeds	have	been	demonstrated	 to	offer	a	dramatic	degree
of	protection	against	sudden	cardiac	death.16

Saturated	Fat,	Inflammation,	and	Cancer
Although	 much	 of	 the	 conversation	 about	 saturated	 fat	 has	 centered	 on
cholesterol	and	heart	disease,	evidence	also	suggests	that	foods	rich	in	saturated
fat	promote	cancer.	Saturated	fats	have	been	shown	to	provoke	proinflammatory



gene	expression,	the	release	of	inflammatory	compounds,	or	both.17	Two	recent
studies	 found	 associations	 between	 saturated	 fat	 intake	 and	 breast	 cancer,	 and
one	 of	 these	 studies	 implicated	 red	 meat	 as	 the	 saturated	 fat–rich	 food
responsible.18	 Similarly,	 a	 meta-analysis	 of	 thirty-five	 studies	 on	 the	 subject
reported	that	the	highest	levels	of	saturated	fat	intake	in	women	were	associated
with	 a	 19	 percent	 increase	 in	 breast	 cancer	 risk.	 This	 analysis	 also	 implicated
meat.19

Eating	 saturated	 fat	 increases	 the	 storage	of	visceral	 fat	 in	your	body.	One
study	fed	participants	muffins	to	make	them	gain	weight;	those	who	ate	muffins
made	 with	 palm	 oil	 (saturated)	 gained	 more	 visceral	 fat	 than	 those	 who	 ate
muffins	 made	 with	 sunflower	 oil	 (polyunsaturated).20	 Researchers	 have	 also
found	more	visceral	fat	in	subjects	who	ate	butter	(saturated).21

To	develop	an	optimal	diet,	one	has	to	simultaneously	consider	thousands	of
studies	on	human	nutrition,	including	the	awareness	that	saturated	fat–rich	diets
also	 promote	 insulin	 resistance,	 which	 is	 a	 contributing	 factor	 to	 developing
diabetes,	 heart	 disease,	 and	 cancer.22	Red	 and	 processed	meats	 also	 contain	 a
significant	amount	of	arachidonic	acid,	an	omega-6	fatty	acid	shown	to	increase
risk	 of	 breast	 tumors	 in	 animals	 by	 promoting	 inflammation.23	 Another
consideration	 is	 that	 animal	 protein	 itself	 also	 increases	 the	 risk	 of	 cancer	 by
increasing	circulating	levels	of	IGF-1,	which	promotes	tumor	growth.24

Inflammation	 is	 also	 increased	 by	 carnitine	 (in	 red	 meat)	 and	 choline	 (in
eggs,	 dairy,	 and	 meat)	 because	 they	 are	 metabolized	 by	 gut	 bacteria	 into	 a
proinflammatory	 compound	 called	 trimethylamine-N-oxide	 (TMAO),	 and
chronic	 inflammation	 is	 known	 to	 contribute	 to	 cardiovascular	 disease	 and
cancer.25	 Well-done	 red	 meat	 and	 processed	 meat	 also	 expose	 us	 to	 dietary
carcinogens	 such	 as	 heterocyclic	 amines	 and	 N-nitroso	 compounds.26	 In
addition,	 red	 meat	 contains	 large	 amounts	 of	 heme	 iron,	 which	 promotes
oxidative	 stress—another	 contributor	 to	 cardiovascular	 disease	 and	 cancer.27
This	is	one	of	the	reasons	why	more	meat	in	the	diet	enhances	LDL	oxidation,
and	higher	iron	levels	in	the	blood	correlate	with	higher	heart	disease	death.28

Oxidation	 of	 LDL	 cholesterol	 is	 an	 early	 and	 important	 step	 in	 the
development	of	cardiovascular	disease	and	one	of	 the	 reasons	 that	antioxidant-
rich	foods	are	protective.29



Meat	and	Butter	Are	Not	Health	Foods
Proponents	of	meat-heavy	diets	are	incorrect	when	they	say	that	there	is	no	clear
link	 between	 red	 meat	 intake	 and	 cardiovascular	 disease.	 The	 Nurses’	 Health
Study	was	one	of	many	studies	that	implicated	both	full-fat	dairy	and	red	meat	in
increasing	 heart	 disease	 risk.	Also	 in	 the	Nurses’	Health	 Study,	 replacing	 one
daily	serving	of	red	meat	with	one	daily	serving	of	nuts	was	associated	with	a	30
percent	reduction	in	risk	of	CAD.30

In	addition,	there	is	a	significant	link	between	red	meat	intake	and	stroke.	An
analysis	reporting	on	five	studies	of	red	and	processed	meat	in	a	diet	and	stroke
risk	found	substantial	 increases	in	ischemic	stroke	risk	(the	most	common	type
of	 stroke):	 For	 each	 100-gram	 increment	 of	 red	meat	 eaten	 daily,	 risk	 rose	 13
percent.	 Similarly,	 there	 was	 a	 13	 percent	 increase	 in	 risk	 for	 every	 50-gram
increment	 of	 processed	meat	 eaten	 daily.31	Moreover,	 red	meat	 intake	 has	 an
indisputable	link	to	colon	cancer.32

Full-fat	 dairy	 products	 are	 additional	major	 sources	 of	 saturated	 fat	 in	 the
SAD.	Seventy	percent	of	the	fat	in	milk	is	saturated,	and	dairy	fat	also	contains
some	 naturally	 occurring	 trans	 fat.33	 Substantial	 evidence	 from	 human	 trials
shows	 that	whole	milk	and	butter	 intake	 increase	 total	and	LDL	cholesterol.34
Evidence	 also	 links	 higher	 intake	 of	 dairy	 products	 to	 prostate	 and	 ovarian
cancers.35	The	key	to	preventing	and	reversing	cardiovascular	disease	is	 to	eat
foods	that	have	positive	benefits,	avoiding	all	negative	influences.	It	is	important
to	remember	that	all	dietary	insults	are	cumulative	and	can	prevent	recovery.

The	Importance	of	Nuts	and	Seeds	to	Heart	Health

Nuts	and	seeds	are	heart	warming!	They	are	rich	in	nutrients,	protect
against	heart	disease,	and	reverse	disease.

Epidemiological	 studies	 have	 consistently	 shown	 that	 nut	 consumption	 is
beneficial	 for	 heart	 health.	 Eating	 five	 or	 more	 servings	 of	 nuts	 per	 week	 is
estimated	 to	 reduce	 the	 risk	of	CAD	by	35	percent.36	Long-term	studies	have
shown	that	eating	nuts	and	seeds	protects	against	sudden	cardiac	death,	reduces
total	 and	 LDL	 cholesterol	 and	 inflammation,	 and	 is	 also	 associated	 with
longevity.37	 A	 2010	 review	 pooled	 the	 data	 from	 twenty-five	 clinical	 studies



that	compared	a	nut-eating	group	with	a	control	group:	It	was	shown	that	eating
1,	1.5,	and	2.4	ounces	of	nuts	per	day	was	associated	with	a	reduction	 in	LDL
cholesterol	 of	 4.2	 percent,	 4.9	 percent,	 and	 7.4	 percent,	 respectively.38
Similarly,	 substantial	 evidence	 from	 human	 trials	 shows	 that	 avocado
consumption	improves	blood	lipid	levels.39

It	 is	 true	 that	 many	 people	 have	 inappropriately	 maligned	 fat.	 Some	 have
even	suggested	 that	nuts	are	an	unhealthy	or	unfavorable	food	because	of	 their
high	 fat	content.	However,	 recent	cumulative	evidence	unequivocally	points	 to
the	 fact	 that	 frequent	 consumption	 of	 nuts	 protects	 against	 heart	 disease	 and
promotes	longevity.

The	best	and	 largest	cohort	studies	 in	nutritional	epidemiology,	such	as	 the
Adventist	 Health	 Study,	 the	 Iowa	Women’s	Health	 Study,	 the	Nurses’	Health
Study,	the	Physicians’	Health	Study,	and	the	CARE	Study	all	confirm	that	eating
nuts	and	seeds	is	associated	with	a	30–50	percent	decreased	risk	of	CAD	death,
primarily	sudden	cardiac	death,	and	dramatic	decreases	in	all-cause	mortality.

Not	only	did	the	Nurses’	Health	Study	demonstrate	that	nuts	substituted	for
carbohydrate	 foods	 reduced	 cardiac	 death	 by	 30	 percent,	 but	 even	 more
compelling	 was	 the	 fact	 that	 the	 substitution	 of	 nut	 fat	 for	 saturated	 fat	 was
associated	 with	 a	 45	 percent	 reduction	 in	 heart	 disease	 death.	 Researchers
concluded	that	“given	the	strong	scientific	evidence	for	the	beneficial	effects	of
nuts,	 it	seems	justifiable	to	move	nuts	to	a	more	prominent	place	in	the	United
States	Department	 of	Agriculture	 Food	Guide	 Pyramid.”	Nuts	 and	 seeds	 have
been	 linked	 to	 protection	 from	 cardiovascular	 disease	 in	 hundreds	 of	 studies.
Even	in	those	that	include	various	dietary	patterns	and	different	ethnicities,	there
is	no	controversy	regarding	the	protective	effects	of	nuts	and	seeds.40

Nuts	 and	 seeds	 grow	 on	 deep-rooted	 trees	 and	 are	 naturally	 packaged	 in
protective	 shells.	 They	 retain	 their	 nutrients	well	 after	 being	 picked,	 and	 their
rich	mineral,	 fiber,	 flavonoid,	 and	 sterol	 contents	 result	 in	 about	half	 the	heart
attack	 rate	 in	 regular	 consumers	 of	 nuts	 compared	with	 nonconsumers.41	The
majority	 of	 today’s	 evidence	 simply	 does	 not	 support	 the	 idea	 that	 there	 is	 a
health	or	therapeutic	advantage	of	extreme	fat	restriction	by	excluding	seeds	and
nuts	 from	 a	 diet	 in	 an	 effort	 to	 lower	weight,	 improve	 diabetic	 parameters,	 or
reverse	heart	disease.

For	example,	 in	 the	Physicians’	Health	Study,	which	followed	21,454	male
physicians	for	seventeen	years,	the	most	dramatic	relationship	between	any	food
and	survival	was	the	reduced	mortality	associated	with	nut	consumption	two	or



more	 times	 per	week	 compared	with	 no	 consumption	 of	 nuts	 or	 seeds.	 In	 this
study,	 nuts	 and	 seeds	 had	 antiarrhythmic	 and	 antiseizure	 effects	 and	 were
associated	with	a	60	percent	reduction	in	sudden	cardiac	death.42	These	benefits
are	not	limited	to	meat-eating	populations;	significant	life	span	benefits	are	seen
in	nut-eating	vegans	 as	well.	 In	 the	oldest	Seventh-Day	Adventists	 (older	 than
84)	 a	 39	 percent	 decrease	 in	 heart	 disease	 death	 was	 demonstrated	 when
researchers	 compared	 those	 people	 with	 higher	 nut/seed	 intake	 (five	 times
weekly)	with	those	with	lower	nut/seed	intake.43

When	you	include	more	calories	from	nuts	and	seeds	in	your	diet,	you	reduce
high-glycemic	calories,	further	increasing	their	therapeutic	potential	and	leading
to	further	reductions	in	hemoglobin	A1c	and	lipids.44	Observational	studies	on
this	 topic	demonstrate	 that	people	who	eat	nuts	 regularly	 tend	 to	have	a	 lower
BMI	than	those	who	don’t	eat	nuts	and	more	weight	 loss	compared	with	equal
calories	of	carbohydrates	in	the	diet.45

Interventional	 studies	 corroborate	 these	 findings.	 For	 example,	 a	 study
demonstrated	 a	 62	 percent	 greater	 reduction	 in	 BMI	 and	 50	 percent	 greater
reduction	 in	 waist	 circumference	 in	 a	 group	 given	 nuts	 instead	 of	 more
carbohydrates.46	The	main	 reasons	 that	nuts	 contribute	 to	weight	maintenance
are	because	they	make	you	feel	full	and	they	increase	the	oxidation	of	fat.	Also,
all	 of	 their	 calories	 are	 not	 accessible	 for	 absorption	 (15–20	 percent	 are	 lost),
which	increases	stool	fat.47

This	 is	 a	 very	 interesting	 issue	 because	 eating	 nuts,	 even	 though	 they	 are
high	 in	 fat,	 decreases	 fat	 absorption	 to	 such	 a	 degree	 that	 it	 can	 substantially
lower	 the	 fat	 digested	 and	 absorbed	 from	 one’s	 total	 diet.	 One	 recent	 study
determined	that	when	the	stool	fat	loss	from	eating	nuts	is	considered,	the	usable
calories	from	an	ounce	of	almonds	amount	to	only	129,	not	the	170	calories	they
actually	 contain.48	 These	 researchers	 demonstrated	 that	 previous	 studies
underestimated	 the	 amount	 of	 nonabsorbable	 fat	 from	 nuts,	 leading	 to
overestimates	 in	 the	 caloric	 content	 of	 nuts	 by	 about	 32	 percent.	 They	 also
demonstrated	that	some	fats	from	other	foods	are	not	absorbed	as	well	after	nuts
are	eaten,	further	diminishing	available	calories.

It	has	been	shown	repeatedly	that	nuts	and	seeds	do	a	lot	to	enhance	your	health,
as	you	can	see	from	all	the	research	that	supports	this	list	showing	that	nuts	and



seeds	do	the	following:
Lower	cholesterol49

Lower	triglycerides50

Prevent	gallstones51

Prevent	or	improve	diabetes52

Lower	blood	pressure53

Lower	body	weight	and	body	fat54

Prevent	stroke55

Prevent	dementia56

Prevent	cancer57

Reduce	all-cause	mortality	and	extend	life	span58

The	Adventist	Health	Study	confirmed	that	nut	consumption	was	one	of	the
most	 dramatic	 features	 accounting	 for	 extended	 life	 span	 benefits,	 a	 variable
producing	 a	 greater	 benefit	 than	 being	 a	 vegan.59	 In	 other	 words,	 vegans
generally	lived	the	longest,	but	only	if	they	ate	seeds	and	nuts	regularly.	Those
vegans	who	did	not	 eat	 nuts	 and	 seeds	did	not	 live	 as	 long	 as	 the	 intermittent
meat	 eater	 (flexitarian)	 who	 ate	 them.	 Nuts	 alone	 account	 for	 a	 5.6-year
difference	in	 life	span	in	 the	Adventist	Health	Study	data,	meaning	that	people
who	did	not	regularly	eat	nuts	and	seeds	lived	shorter	lives.

Multiple	 potential	 mechanisms	 exist	 for	 the	 life	 span	 benefits	 of	 nuts	 and
seeds,	 including	 the	effects	of	polyphenols,	 sterols,	vitamin	E	 fragments,	nitric
oxide	 promoters,	 and	 cancer	 inhibitors	 as	 well	 as	 enhanced	 micronutrient
absorption	of	phytonutrients	from	other	foods	due	to	eating	nuts	and	seeds	in	the
same	meal.

Over	 the	 past	 twenty-five	 years	 while	 treating	 thousands	 of	 patients	 who
suffered	from	high	blood	pressure,	diabetes,	and	advanced	heart	disease,	I	have
observed	marked	 benefits	 from	 including	 these	 foods	 in	 their	 diets.	 Excluding
nuts	and	seeds	in	favor	of	more	low-or	mid-quality	carbohydrates	is	undoubtedly
unfavorable	 for	 those	 medically	 or	 metabolically	 challenged	 with	 chronic
disease	 and	would	 presumably	 increase	mortality	 risk.	 For	maximum	benefits,
you	 should	 incorporate	 nuts	 and	 seeds	 into	 meals,	 rather	 than	 having	 them
merely	 as	 a	 snack.	 (In	 the	 rare	 case	 of	 the	 individual	 who	 consumes	 them



excessively,	 rather	 than	 for	 replacement	 calories,	 their	 use	 would	 need	 to	 be
curtailed,	as	discussed	in	Chapter	8.)

Oil	Is	Not	a	Whole,	Natural	Food	and	Does	Not	Grow	on	Trees
Although	 vegetable	 oils	 (such	 as	 olive,	 sesame,	 soybean,	 and	 canola	 oils)	 are
relatively	 low	 in	 saturated	 fat	 and	 higher	 in	 unsaturated	 fats,	 you	 should	 use
these	processed	foods	minimally	or	not	at	all.	Oils	lack	the	beneficial	factors	that
whole	 nuts	 and	 seeds	 contain.	 Nuts	 and	 seeds	 contain	 fiber,	 minerals,
antioxidants,	and	other	phytochemicals	in	addition	to	healthy	fats	that	contribute
to	cardiovascular	health.60	Most	of	these	nutrients	are	missing	in	refined	oils.	It
has	 been	 noted	 that	 the	 effect	 of	 nuts	 on	 LDL	 cholesterol	 is	 greater	 than	 that
which	would	be	predicted	on	the	basis	of	their	fatty	acid	profile	(which	is	what	is
in	the	oil).	Also,	regularly	using	oils	promotes	weight	gain	and	could	lead	to	an
excess	of	omega-6	fatty	acids,	which	can	be	a	problem.

All	oils,	 including	olive	oil,	 contain	120	calories	per	 tablespoon,	and	 those
tablespoons	of	 fat	 calories	 can	 add	up	 fast.	Ounce	 for	 ounce,	 oil	 is	 one	of	 the
most	fattening,	calorically	dense	foods	on	the	planet.	It	packs	more	calories	per
pound	(4,020)	than	butter	(3,200).	Oil	will	add	fat	to	already	plump	waistlines,
heightening	the	risk	of	disease,	including	diabetes,	heart	disease,	and	cancer.

Certainly,	 it	 is	better	 to	use	olive	oil	 rather	 than	butter	or	margarine,	but	 it
can	 still	 sabotage	 your	 successful	 weight-loss	 results.	 Using	 oil	 in	 the
preparation	of	meals	makes	losing	weight	more	difficult,	and	many	people	will
not	 lose	weight	 at	 all.	A	 small	 amount	 of	 olive	 oil	would	 be	 acceptable	 in	 an
otherwise	 high-nutrient	 diet,	 if	 someone	 is	 also	 thin	 and	 physically	 active.
However,	for	many	overweight	individuals,	oil	adds	another	300	to	700	calories
to	 the	 daily	 menu.	 These	 low-nutrient	 calories	 impede	 the	 goal	 of	 achieving
superior	 health	 and	 weight	 loss,	 especially	 when	 seeds	 and	 nuts	 are	 the
preferable	 source	 of	 fat	 calories.	 To	 continue	 to	 eat	 foods	 prepared	 in	 oil	 and
maintain	a	healthful,	slender	figure,	dieters	must	carefully	count	calories	and	eat
tiny	portions—not	something	I	recommend	because	it	cycles	dieters	back	to	the
typical	formula	for	failure	of	trying	to	eat	thimble-size	portions	of	food.

Along	 the	 same	 lines,	 eating	 beet	 sugar	 does	 not	 have	 the	 same	biological
effects	as	eating	a	beet.	One	is	dangerous	because	the	nutrients	and	fibers	have
been	 removed,	 and	 the	 other	 supports	 health.	 Like	 the	 beet	 sugar,	 oil	 is	 a
processed	 food;	 the	nutrients	and	 fiber	have	been	 removed.	Consuming	walnut
oil	has	a	different	biological	effect	 than	eating	whole	walnuts.	Sesame	seed	oil



has	 a	 different	 biological	 effect	 compared	with	 eating	 sesame	 seeds.	Olive	 oil
contains	 few	 nutrients	 (except	 a	 little	 vitamin	 E)	 and	 a	 negligible	 amount	 of
phytochemical	 compounds	 compared	 with	 the	 calories	 supplied.	 All	 oils	 are
rapidly	 absorbed	 and	 enter	 the	 bloodstream	 so	 quickly	 and	 with	 such
concentration	that	they	cannot	be	burned	for	energy	and	are	therefore	stored	as
fat.	The	average	American	consumes	about	400	calories	from	fattening	oil	a	day
—a	large	contributor	to	high	body	fat	in	oil-consuming	populations.

Nuts	and	seeds	contain	 fewer	calories	per	 tablespoon	 than	oil,	and	 their	 fat
calories	are	not	all	absorbed.	Some	of	the	fats	in	nuts	and	seeds	stay	bound	to	the
fibers	and	pass	into	the	stool.	The	rest	of	the	fats	are	slowly	absorbed,	satiating
hunger	 and	 encouraging	 fatty	 acid	 oxidation,	 meaning	 they	 are	 burned	 for
energy.	 They	 are	 rich	 in	 sterols,	 stanols,	 fibers,	 minerals,	 lignans,	 and	 other
health-promoting	nutrients.	Numerous	scientific	studies	 link	 them	to	a	slimmer
waistline	 and	 longer	 life	 span,	 especially	 for	 prevention	 of	 heart	 disease	 and
cancer.61	Eating	even	a	small	amount	of	nuts	or	 seeds	helps	you	 feel	 satiated,
stay	with	your	eating	program,	and	have	more	success	at	long-term	weight	loss.
Seeds	give	you	all	the	advantages	of	nuts,	plus	more.	They	are	generally	higher
in	 protein	 than	 nuts	 and	 have	 many	 additional	 important	 nutrients,	 such	 as
omega-3	fats	and	anticancer	lignans.

Oils,	 like	 other	 processed	 foods,	 have	 their	 fibers	 and	 most	 nutrients
removed,	are	weight-promoting,	and	do	not	have	the	health	benefits	of	seeds	and
nuts.62	 In	 fact,	 a	 recent	 study	 compared	 a	 traditional	Mediterranean	 diet	with
one	 that	 substituted	 nuts	 for	 the	 oil	 and	 found	 that	 atherosclerotic	 plaque
regressed	only	in	the	diet	containing	the	nuts;	it	did	not	regress	in	the	control	diet
or	oil-heavy	Mediterranean	diet.63

The	Mediterranean	diet	was	further	evaluated	in	Spain,	where	7,216	men	and
women	were	randomized	to	include	either	nuts	or	olive	oil	in	their	diets.	The	nut
group,	 which	 consumed	 more	 than	 three	 servings	 of	 nuts	 a	 week,	 had	 a	 39
percent	 reduced	 all-cause	 mortality	 (compared	 with	 the	 oil	 users)	 over	 the
average	4.8	years	of	follow-up.64	You	will	find	that	in	the	Nutritarian	program
the	 delicious	 texture	 and	 flavor	 of	 whole	 nuts	 and	 seeds	 are	 used	 to	 make
dressings	and	sauces	 that	 taste	even	better	 than	oil-based	dressings	and	sauces.
Best	of	all,	the	result	is	superior	health.

Walnuts,	Hemp	Seeds,	Chia	Seeds,	and	Flaxseeds	Are	Strongly	Recommended
Walnuts,	hemp	seeds,	chia	seeds,	and	flaxseeds	have	the	most	favorable	omega-



3	 content	 of	 all	 nuts	 and	 seeds.	 I	 believe	 that	 everyone	 should	 eat	 these
superfoods	every	day.	Walnuts	in	particular	have	been	associated	with	a	host	of
positive	 biological	 effects,	 such	 as	 improved	 cardiovascular	 parameters,
enhanced	brain	viability	with	aging,	 reduced	cardiovascular	deaths,	 and	 longer
life	span.	They	have	even	been	shown	to	prevent	aging	of	the	brain	by	reducing
the	oxidant	load	on	brain	cells	and	improving	nerve	cell–to–nerve	cell	signaling
and	 neurogenesis.65	 There	 is	 no	 question	 that	 including	 walnuts	 in	 a	 cardio-
reversal	protocol	is	valuable.

Studies	 have	 also	 shown	 that	 walnuts	 remove	 cholesterol	 from	 the	 body,
lower	LDL	cholesterol	and	triglycerides,	and	increase	HDL	cholesterol.66	They
also	lower	LDL	particle	number	and	serum	glucose,	both	very	favorable	features
for	 cardiac	 protection.	 Furthermore,	 they	 have	 been	 shown	 to	 increase
endothelial	 function	 and	 enhance	 vascular	 elasticity.67	 No	 other	 food	 or
medicine	 can	 do	 even	 a	 few	 of	 these	 things,	 yet	 walnuts	 do	 all	 of	 them
simultaneously.

The	 omega-3	 alpha-linolenic	 acid	 content	 of	 flaxseeds,	 hemp	 seeds,	 chia
seeds,	and	walnuts	is	also	beneficial.	Omega-3	fatty	acids	have	clear	benefits	for
cardiovascular	 health.68	 Omega-3	 and	 omega-6	 fatty	 acids	 regulate	 the
inflammatory	 response,	 and	 although	 some	omega-6	 fat	 is	 necessary,	 evidence
suggests	 that	 excessive	 intake	 of	 omega-6	 and	 low	 intake	 of	 omega-3
(characteristic	of	Western	diets	with	added	cooking	oils)	may	promote	a	chronic
inflammatory	state	that	contributes	to	cardiovascular	disease	and	cancer.	Higher
omega-6	intake	has	been	linked	to	increased	cancer	risk,	whereas	higher	omega-
3	 intake	 is	 often	 linked	 to	 decreased	 risk.69	Keep	 in	mind:	 though	 the	 excess
omega-6	from	oils	is	stored	in	the	body,	the	omega-6	in	nuts	and	seeds	should	be
burned	 off	 for	 energy,	 therefore,	 unless	 one	 is	 overeating,	 they	 would	 not
contribute	to	omega-6	excess	in	the	body’s	tissues.	I	recommend	that	about	half
of	 your	 nut	 and	 seed	 intake	 come	 from	 these	 higher–omega-3	 nuts	 and	 seeds,
specifically	flaxseeds,	hemp	seeds,	chia	seeds,	and	walnuts.

FLAXSEEDS	DRAMATICALLY	LOWER	HIGH	BLOOD	PRESSURE
Eating	more	fruits	and	vegetables	lowers	blood	pressure	and	reduces	the	risk	of
stroke.70	People	can	avoid	the	risky	side	effects	of	prescription	drugs	to	 lower
blood	 pressure	 by	 eating	 natural	 foods	 that	 are	 effective	 at	 lowering	 blood



pressure,	such	as	tomato	paste,	pomegranates,	and	berries.71	But	the	food	with
the	 most	 powerful	 ability	 in	 this	 arena	 are	 flaxseeds,	 because	 their	 blood
pressure–lowering	 effectiveness	 has	 been	 shown	 to	 exceed	 that	 of	 most
medications.

A	prospective	double-blind	placebo-controlled	randomized	trial	gave	people
30	grams	of	flaxseeds	in	their	regular	food.	Six	months	later,	these	people	were
found	to	have	systolic	blood	pressure	lowered	by	10	mmHg	and	diastolic	blood
pressure	by	7	mmHg;	for	those	with	elevated	systolic	blood	pressure	(above	140
mmHg),	 those	 in	 the	 flaxseed-eating	group	saw	a	drop	of	15	mmHg	compared
with	those	not	eating	flax.72

Most	drugs	do	not	lower	blood	pressure	this	much,	and	it	is	important	to	note
that	studies	on	natural	foods	that	lower	blood	pressure	also	show	a	reduction	in
stroke	risk	that	drugs	cannot	replicate.	For	example,	another	study	that	followed
more	 than	one	 thousand	middle-aged	men	 for	more	 than	 twelve	years	 found	a
greater	than	55	percent	reduction	in	overall	stroke	and	a	59	percent	reduction	in
ischemic	 stroke	 (the	 most	 common	 type)	 with	 a	 higher	 intake	 of	 tomato
products.73	Plus,	the	synergistic	combination	of	flaxseeds,	other	seeds	and	nuts,
tomatoes,	and	berries	in	the	diet	is	even	more	powerful	than	each	one	alone.

High	Cholesterol	Is	Not	Harmless
It	 cannot	 be	 denied	 that	 exposure	 to	 higher	 amounts	 of	 saturated	 fat	 raises
cholesterol	levels;	too	many	studies	document	this	relationship.	However,	some
saturated	 fat	 and	 cholesterol	 skeptics	 believe	 and	 promote	 the	 idea	 that	 high
cholesterol	does	not	matter.	The	people	with	 this	alternative	agenda	who	try	 to
exonerate	meat	and	saturated	fat	seek	out	observational	studies,	with	only	minor
differences	 in	 dietary	 quality,	 that	 weaken	 the	 association	 between	 diet	 and
death.	 Although	 it	 is	 impossible	 to	 deny	 the	 connection	 between	 the
consumption	of	animal	products	and	high	cholesterol,	such	cholesterol	skeptics
make	 an	 effort	 to	 deny	 that	 animal	 products	 and	 high	 cholesterol	 play	 a
significant	 role	 in	 increasing	 a	 person’s	 risk	 of	 developing	 heart	 disease	 and
dying	from	heart	disease.

One	of	the	strategies	they	use	to	persuade	people	that	it	is	okay	to	eat	more
butter,	cheese,	and	meat	 is	 to	argue	 that	LDL	cholesterol	 is	not	a	good	marker
for	disease	risk	because	the	oxidized	version	of	LDL	(ox-LDL)	is	the	true	“bad”



cholesterol.	They	also	claim	that	those	people	who	have	low	cholesterol	have	a
higher	risk	of	death	from	certain	causes	such	as	cancer.	Neither	of	these	claims
holds	up	to	scientific	scrutiny.

It	 has	 become	 abundantly	 clear	 over	 the	 past	 decade	 that	 ox-LDL	 is	more
important	than	native	LDL	in	atherogenesis	(the	process	of	plaque	formation	in
the	inner	lining	of	arteries).	The	oxidant	state	and	the	formation	of	ox-LDL	not
only	promote	plaque	but	 also	are	 strong	 factors	 in	plaque	 instability	 and	acute
coronary	 syndromes.74	However,	 it	 is	 the	 consumption	of	vegetables	 and	nuts
that	 lowers	 ox-LDL	 and	 oxidation	 in	 general,	 not	 the	 consumption	 of	 fat	 and
meat	products.	 In	 fact,	diets	 low	 in	oils	and	saturated	 fats	have	been	shown	 to
reduce	LDL	oxidation.75	Similarly,	diets	that	include	nuts	and	seeds	also	lower
LDL	 oxidation	 because	 of	 the	 phenolic	 antioxidants	 and	 other	 beneficial
compounds	they	contain.76

Cholesterol	skeptics	can	make	these	claims	because	ox-LDL	could	get	a	bit
worse	 with	 less	 saturated	 fat	 and	 more	 refined	 carbohydrates	 and
polyunsaturated	oils	in	the	diet.	Saturated	fats	may	be	more	resistant	to	oxidation
than	polyunsaturated	oils,	but	you	don’t	get	ox-LDL	to	optimal	levels	unless	you
almost	eliminate	both	oils	and	saturated	fats	from	the	diet.	It	is	important	to	note
that	 the	 high-fat,	 high–meat-and-butter	 advocates	 and	 the	 cholesterol	 skeptics
never	 can	 show	 that	 their	 preferred	 diet	 is	 safe	 or	 protective	 against	 heart
disease;	 they	merely	 point	 to	 the	 fact	 that	 the	 standard,	 and	 outdated,	 dietary
guidelines	to	cut	back	on	saturated	fat	do	not	offer	significant	protection	against
heart	disease.

So	the	minor	differences	in	oxidation	that	occur	from	switching	one	type	of
fat	for	another	do	not	lead	to	a	viable	solution	for	the	prevention	of	heart	disease.
Instead,	we	have	 to	eat	primarily	plant	produce,	eliminate	oil	and	most	animal
products	from	our	diets,	and	use	nuts	and	seeds	as	our	primary	source	of	fat.	Just
because	 a	 study	 can	 show	 that	 ox-LDL	 can	 worsen	 as	 saturated	 fats	 are
decreased	and	more	refined	carbohydrates	are	consumed	does	not	mean	that	the
disease-causing	ox-LDL	can	be	reduced	to	safe	levels	by	eating	more	saturated
fat.	 The	 only	 way	 to	 reduce	 ox-LDL	 to	 safe	 levels	 and	 to	 prevent	 and	 even
reverse	 heart	 disease	 and	 open	 up	 clogged	 arteries	 is	 to	 eat	 a	 diet	 of	 high-
antioxidant-containing	produce.

We	likely	will	always	find	some	vocal	people	who	want	to	believe	anything,
no	matter	how	unsubstantiated,	 so	 they	can	 rationalize	why	 they	don’t	need	 to
change	 their	 diets	 and	 can	 continue	 to	 eat	 their	 preferred	 foods	with	 abandon.



Unfortunately,	the	gravity	of	this	irresponsible	messaging	is	significant,	and	such
people	 perpetuate	 the	 epidemic	 of	 heart	 disease	 and	 cancer	 in	 this	 country,
creating	needless	deaths	in	those	whom	they	influence.

The	fact	is,	even	slightly	higher	cholesterol	levels	maintained	for	many	years
can	 damage	 a	 person’s	 heart	 and	 increase	 risk	 of	 premature	 death.	 Because	 a
high	 cholesterol	 level	 reflects	 an	 unhealthy	 dietary	 pattern,	 it	 does	 not
necessarily	mean	 that	drugs	designed	 to	 lower	cholesterol	will	 lessen	mortality
in	such	people,	because	 they	still	are	eating	 the	unhealthy	diet.	 In	addition,	we
don’t	 really	 know	 all	 of	 the	 negative	 effects	 that	 will	 accumulate	 from
medications	taken	throughout	most	of	a	person’s	adult	life.

Consider	 this	 important	 study	 that	 tracked	 about	 fifteen	 hundred	 people	 at
age	 55	 who	 had	 lived	 with	 eleven	 to	 twenty	 years	 of	 high	 cholesterol.77
Researchers	followed	these	adults	for	up	to	twenty	years	past	age	55	to	see	how
their	high	cholesterol	affected	their	risk	of	heart	disease.	The	results	showed	that
for	every	 ten	years	a	person	had	high	cholesterol	early	 in	 life,	 the	risk	of	heart
disease	death	for	that	person	doubled.	Those	whose	cholesterol	was	elevated	for
eleven	 to	 twenty	years	had	quadruple	 the	 risk	of	heart	disease	death	compared
with	 those	 who	 had	 low	 cholesterol	 levels.	 The	 researchers	 defined	 high
cholesterol	 conservatively	 as	 an	 LDL	 higher	 than	 130	 mg/dl.	 The	 cholesterol
skeptics	have	no	 leg	 to	 stand	on.	The	 researchers	 concluded:	 “The	duration	of
time	 a	 person	 has	 high	 cholesterol	 increases	 a	 person’s	 risk	 of	 heart	 disease
above	and	beyond	the	risk	posed	by	their	current	cholesterol	level.	Adults	with
the	 highest	 duration	 of	 exposure	 to	 high	 cholesterol	 had	 a	 four-fold	 increased
risk	of	heart	disease,	compared	with	adults	who	did	not	have	high	cholesterol.”

The	 data	 from	 this	 study	 showed	 that	 for	 every	 ten	 years	 a	 person	 has
borderline	 elevated	 cholesterol	 (LDL	between	120	 and	130	mg/dl),	 the	 risk	 of
heart	disease	 increases	by	nearly	40	percent.	Many	other	studies	confirm	 these
findings	and	document	increased	heart-related	deaths,	and	also	increased	overall
mortality,	for	people	who	have	high	cholesterol	levels	for	many	years.78	In	fact,
researchers	who	conducted	a	2011	study	that	followed	participants	for	forty-six
years	concluded	the	following:

	

A	 strong	 and	 graded	 relation	 was	 found	 between	 the	 cholesterol	 level
and	total	mortality,	with	the	men	with	a	cholesterol	level	≤4	mmol/L	(154
mg/dl)	 having	 the	 lowest	 mortality.	 In	 all,	 the	 men	 with	 the	 lowest



cholesterol	 gained	 the	 most	 life	 years.	 However,	 no	 association	 was
found	with	the	cholesterol	level	in	the	year	2000	(when	16%	were	using
statins)	 and	 subsequent	 mortality.	 The	 lowest	 (≤4	 mmol/L)	 cholesterol
value	in	midlife	also	predicted	a	higher	score	in	the	physical	functioning
scale	of	RAND-36	in	old	age.	In	conclusion,	a	low	total	cholesterol	value
in	midlife	predicts	both	better	survival	and	better	physical	functioning	in
old	age.79

This	tells	us	that	achieving	lower	cholesterol	levels	near	the	end	of	life	with
the	 use	 of	 statin	 drugs	 did	 not	 correlate	 with	 increased	 life	 span.	 However,
earning	 a	 low	 cholesterol	 level	 through	 healthy	 eating	 earlier	 in	 life	 did	 not
merely	 extend	 life	 span,	 but	 also	 offered	 a	 better	 quality	 of	 life.	 Cholesterol
levels	typically	drop	toward	the	end	of	life	as	our	health	deteriorates,	making	it
appear	 erroneously	 as	 if	 there	 is	 a	 relationship	 between	 lower	 cholesterol	 and
death;	 this	 confuses	 the	 clear	 relationship	between	high	 cholesterol	 throughout
life	and	increased	risk	of	premature	death.

The	 risks	 of	 high	 cholesterol	 cannot	 be	 denied.	 However,	 taking	 a
cholesterol-lowering	 drug	 starting	 at	 age	 70	 is	 not	 going	 to	 offer	 significant
protection	for	someone	who	has	eaten	poorly	for	seventy	years	and	continues	to
eat	 poorly.	 Cholesterol-lowering	 drugs	 started	 late	 in	 life	 have	 only	 a	 limited
effect	 on	 protecting	 against	 future	 cardiac	 events.	 Cholesterol	 skeptics	 use
cholesterol	 levels	 near	 death	 to	 show	 that	 even	 people	 with	 treated	 lower
cholesterol	 levels	 still	have	high	 rates	of	cardiac	deaths.	However,	every	study
that	considered	cholesterol	level	over	many	years	shows	an	excellent	correlation
between	higher	cholesterol	levels	maintained	for	a	large	segment	of	life	and	an
early	cardiac	death.

The	only	conclusion	 is	 that	 for	optimal	protection	and	maximum	 life	 span,
we	need	to	eat	healthfully	and	start	eating	healthfully	as	early	in	life	as	possible.

Egg	Consumption,	Cholesterol,	and	Diabetes
Eggs	are	a	confusing	and	difficult	food	to	analyze,	because	they	are	very	high	in
cholesterol.	Thus	they	bring	forth	strong	opinions	on	both	sides	of	the	issue.	We
know	that	eating	cholesterol	does	not	raise	blood	cholesterol	as	much	as	eating
saturated	 fat,	 but	 as	we’ve	 seen,	 that	 does	 not	make	 it	 harmless.	 I	 am	 always
amazed	by	the	definitive	statements	people	make	about	complicated	nutritional
issues	without	 carefully	 reviewing	 all	 of	 the	 scientific	 literature	 and	 evidence.



The	efforts	to	promote	eggs	as	healthful	and	without	risk	certainly	demonstrate
the	effectiveness	of	the	food	industry	and	the	aligned	interest	of	others	who	want
to	exonerate	the	risk	associated	with	their	preferred	foods.	But	an	unbiased	look
at	the	evidence	demonstrates	otherwise.

When	we	 review	 recent	 studies	 conducted	on	 eggs	 and	 scrutinize	 the	data,
we	 see	 that	 the	 most	 carefully	 done	 studies—with	 adequate	 control	 of
confounding	 variables	 and	with	 the	 largest	 number	 of	 participants—show	 that
egg	consumption	increases	the	risk	of	cardiovascular	diseases	in	a	dose-response
manner,	 especially	 in	 patients	 with	 diabetes.	 This	 means	 that	 the	 more	 eggs
eaten,	 the	 higher	 the	 risk.	 For	 overweight	 individuals,	 the	 risk	 of	 developing
diabetes	goes	up	considerably	with	egg	consumption.	This	was	the	conclusion	of
a	 recent	 meta-analysis	 that	 pooled	 the	 results	 of	 fourteen	 studies	 involving
320,778	 individuals;	 it	 demonstrated	 a	 30–40	 percent	 increased	 risk	 of
cardiovascular	death	for	diabetics	with	higher	egg	intake.80

The	 results	 of	 this	 meta-analysis	 were	 further	 supported	 by	 another	 2013
meta-analysis	which	indicated	that	for	people	with	diabetes,	the	risk	of	CAD	was
54	 percent	 higher	 in	 those	 in	 the	 highest	 category	 of	 egg	 intake.81	 The	most
significant	and	largest	long-term	studies	examining	this	issue	were	ominous	and
certainly	 did	 not	 exonerate	 eggs.	 The	 Physicians’	Health	 Study	 and	Women’s
Health	 Study	 followed	 more	 than	 twenty	 thousand	 men	 (mean	 follow-up,	 20
years)	 and	 thirty-six	 thousand	 women	 (mean	 follow-up,	 11.7	 years),
respectively.	 A	 study	 combining	 data	 from	 these	 prospective	 investigations
found	that	men	eating	seven	or	more	eggs	per	week	were	58	percent	more	likely
to	be	diagnosed	with	type	2	diabetes,	and	women	77	percent.82

Another	2013	meta-analysis	pooled	findings	from	the	Cardiovascular	Health
Study,	 the	 Physicians’	 Health	 Study,	 the	 Women’s	 Health	 Study,	 and	 the
Adventist	Health	Studies.	It	found	that	the	highest	category	of	egg	consumption
was	 associated	with	 a	 42	percent	 increase	 in	diabetes	 risk.	Specifically	 among
diabetic	 subjects,	 a	 69	 percent	 increase	 in	 cardiovascular	 disease	 risk	 was
associated	with	eating	one	or	more	eggs	a	day.83

But	a	small	2015	study	showed	the	opposite.	It	reported	a	decrease	in	type	2
diabetes	risk	associated	with	increasing	egg	intake,	up	to	four	eggs	per	week,	at
which	point	the	protective	effect	plateaued.	Those	consuming	four	eggs	a	week
showed	a	38	percent	decrease	in	risk	(measured	at	ten	years	of	follow-up).	This
study	was	performed	on	a	population	of	men	in	Finland,	ages	42–60	at	baseline.
Scientists	have	questioned	 the	 impact	of	 this	 study	because	 the	group	with	 the



higher	egg	intake	was	more	likely	to	be	younger,	with	less	likelihood	of	smoking
and	less	heart	disease	and	hypertension;	they	also	had	a	notably	higher	fiber	and
lower	carbohydrate	intake.	With	such	a	healthier	cohort,	 it	may	not	be	the	four
eggs	eaten	every	week	that	made	them	healthier.	Even	the	authors	acknowledged
that	 replacement	 of	 “low-quality	 carbohydrates”	 with	 eggs	 in	 this	 population
could	be	the	factor	in	the	findings	of	reduced	risk.84

Clearly	 this	 small	 study	 should	 be	 viewed	 as	 an	 outlier,	 because	 it	 is	 not
consistent	 with	 all	 the	 others	 demonstrating	 a	 real	 risk	 from	 regular	 egg
consumption.	Even	though	fasting	cholesterol	does	not	increase	substantially	due
to	cholesterol	intake,	the	heightened	level	of	cholesterol	in	the	bloodstream	after
a	meal	containing	eggs	is	significant.	The	authors	of	a	2010	review	on	eggs	and
cardiovascular	 risk	 astutely	 pointed	 out	 that	 we	 are	 in	 a	 nonfasting	 state	 for
much	of	the	day	and	that	a	meal	containing	eggs	increases	blood	cholesterol	and
other	lipids	and	oxidative	stress	after	 that	meal	for	many	hours,	contributing	to
heart	attack	risk.	They	recommend	that	people	with	heart	disease	or	who	are	at
risk	of	heart	disease	avoid	eggs.85

It	is	not	just	the	high	cholesterol	in	egg	yolks	but	also	the	fact	that	eggs	are
high	 in	choline	 that	may	ignite	a	spark	of	caution.	Choline	promotes	microbial
production	of	TMAO	 in	 the	 gut.	This	 proinflammatory	 compound	 is	 linked	 to
risk	 of	 cardiovascular	 disease	 in	 humans	 and	 has	 been	 shown	 to	 drive
atherosclerosis	 in	 animals.86	 The	 bottom	 line	 is	 that	 similar	 to	 other	 animal
products,	 eggs	 are	 not	without	 risk	 and	 not	 the	 food	 to	 recommend	 to	 people
who	are	overweight,	are	diabetic,	or	have	heart	disease.

Can	Cholesterol	Be	Too	Low?
When	 it	 comes	 to	CAD,	 there	may	be	no	such	 thing	as	 total	blood	cholesterol
levels	 being	 too	 low,	 especially	 when	 those	 low	 levels	 are	 earned	 by	 eating
healthfully	and	are	not	the	result	of	disease.	There	was	some	controversy	years
ago	 about	 whether	 to	 strive	 for	 lower	 cardioprotective	 cholesterol	 levels	 after
several	studies	 in	 the	1980s	noted	that	depression,	suicide,	hemorrhagic	stroke,
cancer,	and	death	from	other	causes	were	higher	in	some	groups	with	very	low
cholesterol	 levels.	 Recent	 investigations	 studying	 larger	 populations,	 however,
have	not	confirmed	these	questionable	findings.

When	investigators	looked	more	carefully	at	the	individual	characteristics	of
the	studied	populations,	they	were	able	to	explain	the	earlier	findings.	This	issue
is	complicated	because	these	studies	evaluated	individuals	who	were	eating	the



SAD,	which	is	rich	in	saturated	fat	and	other	components	of	animal	products	that
raise	 cholesterol	 and	 low	 in	 plant-derived	 antioxidants,	 phytochemicals,	 and
essential	 fatty	 acids	 that	 improve	 cholesterol	 ratios.	 They	 found	 that	 many
people	 who	 demonstrated	 very	 low	 cholesterol	 levels,	 while	 following	 the
modern,	cholesterol-promoting	diet,	actually	had	a	compromised	health	status	or
undetected	chronic	disease	that	caused	the	low	cholesterol	level.

For	 instance,	 we	 know	 that	 cancer	 causes	 the	 liver	 to	 produce	 less
cholesterol.	Low	cholesterol	may	be	associated	with	cancer	but	does	not	cause	it.
Researchers	 showed	 that	 cholesterol	 starts	 to	 fall	 up	 to	 eight	 years	 before	 a
person	dies	 from	cancer.	They	 also	demonstrated	 that	 people	with	 the	greatest
drop	 in	 cholesterol	 in	 a	 four-year	 period	 (who	 did	 not	 improve	 their	 diets	 to
lower	 their	 cholesterol)	 were	 those	most	 likely	 to	 develop	 cancer.87	 The	 low
cholesterol	 did	 not	 cause	 the	 cancer;	 the	 cancer	 caused	 the	 low	 cholesterol.
Cancer	can	exist	in	the	body	many	years	before	it	can	be	detected	or	diagnosed.
People	who	work	to	lower	their	cholesterol	levels	by	avoiding	saturated	fats	and
eating	a	high-nutrient	diet	with	lots	of	raw	vegetables,	cooked	green	vegetables,
and	 beans	 do	 not	 have	 a	 pathological	 condition	 causing	 their	 low	 cholesterol.
They	earned	it.

This	is	why	in	rural	China,	where	people	eat	nearly	a	vegetarian	diet,	average
cholesterol	 levels	 are	 very	 low,	 as	 are	 cancer	 rates.	 People	 with	 the	 lowest
cholesterol	 in	 the	 China	 Study	 actually	 had	 the	 lowest	 cancer	 rates	 as	 well.
Obviously,	 there	 is	 a	 difference	 between	 people	 who	 have	 low	 cholesterol
because	their	diet-style	earns	it	and	those	whose	cholesterol	seems	unjustifiably
low	on	a	modern	heart-disease-promoting	diet	that	almost	everyone	in	the	West
eats.	 This	 demonstrates	 that	 low	 cholesterol	 is	 not	 associated	 with	 cancer	 in
those	 eating	 a	 diet	 that	 keeps	 their	 cholesterol	 low.	Very	 low	 cholesterol	 in	 a
person	 eating	 a	 cholesterol-promoting	 diet	 may	 be	 a	 sign	 of	 disease,	 such	 as
cancer,	 especially	 if	 the	 cholesterol	 level	 dropped	 very	 low	 later	 in	 life	 after
being	high.

As	another	example,	excessive	consumption	of	alcohol	and	the	resultant	liver
damage	 lowers	 cholesterol,	 too.	Men	who	 are	 heavy	 drinkers	 have	 low	 blood
cholesterol	 levels.	 Lung	 disease,	 certain	 types	 of	 cancers,	 and	 many	 other
illnesses	also	suppress	appetite;	and	when	people	eat	less,	their	blood	cholesterol
levels	 drop	 even	 farther.	 The	 earlier	 studies	 that	 showed	 some	 increased	 risks
with	low	cholesterol	did	not	account	for	the	fact	that	bad	health	habits	and	poor
health	can	cause	low	cholesterol	in	an	unhealthy	segment	of	the	population.

There	 is	 no	 evidence	 to	 suggest	 that	 earning	 a	 low	 blood	 cholesterol	with



excellent	 health	 habits	will	 increase	 your	 risk	 of	 disease.	Low	 cholesterol	 is	 a
sign	of	good	health.	But	if	a	person	has	a	very	low	blood	cholesterol	level	while
consuming	a	diet	rich	in	meat,	cheese,	and	saturated	fat,	his	or	her	doctor	should
be	alerted	to	look	for	a	hidden	cancer,	addiction	to	alcohol,	cigarette	or	drug	use,
emotional	 disorder,	 or	 other	 disease.	 These	 illnesses	 may	 cause	 an	 unearned,
very	low	cholesterol	level.

In	 the	past,	 it	was	 thought	 to	be	good	enough	 if	a	person	had	a	cholesterol
level	that	was	better	than	average.	About	twenty	years	ago,	doctors	advised	their
patients	 to	 strive	 for	 a	 total	 cholesterol	 lower	 than	200	mg/dl.	Eventually,	 this
advice	was	found	to	be	inadequate,	and	now	we	know	that	it	is	not	very	good	to
be	 average	 in	 a	 population	 that	 is	 so	 prone	 to	 developing	 atherosclerotic	 heart
disease.	On	autopsy,	almost	all	American	adults	demonstrate	significant	CAD;88
even	 78	 percent	 of	 young	 trauma	 victims	 who	 died	 before	 the	 age	 of	 35
demonstrated	significant	atherosclerosis	on	autopsy.89

If	you	eat	standard	American	food,	you	will	inevitably	develop	standard
American	diseases.

If	we	want	to	rival	the	low	cholesterol	of	populations	that	eat	mostly	natural
plant	foods	and	do	not	have	heart	disease,	we	must	try	to	attain	total	cholesterol
numbers	 lower	 than	 150	 mg/dl.	 The	 average	 total	 cholesterol	 level	 in	 rural
China,	 as	 documented	 in	 the	 Cornell	 China	 Study,	 was	 127	 mg/dl.90	 Heart
attacks	 were	 rare,	 and	 both	 cancer	 and	 heart	 disease	 rates	 plummeted	 as
cholesterol	 levels	 fell,	 which	 reflected	 a	 very	 low	 consumption	 of	 animal
products.	 The	 lowest	 occurrence	 of	 heart	 disease	 and	 cancer	 occurred	 in	 the
group	 that	 consumed	 plant-based	 diets	 with	 less	 than	 two	 servings	 of	 animal
products	per	week.

It	is	important	to	note	that	some	people	do	have	genetically	low	cholesterol
that	is	not	earned	by	a	superior	diet;	this	does	not	necessarily	mean	that	anything
is	wrong	with	 their	 health.	 It	may	 just	 be	genetics.	On	 the	other	 hand,	 if	 your
cholesterol	is	high,	you	should	start	to	worry	because	you	could	be	at	increased
risk	 for	 heart	 attack	 and	 cancer.	 It	 is	 imperative	 that	 you	 change	 your	 diet
immediately.	 Most	 people	 with	 high	 cholesterol	 created	 those	 high	 levels	 by
eating	the	unhealthy	SAD	that	too	many	of	us	still	eat.

How	Does	Saturated	Fat	Impact	Cholesterol?



Some	authors	 and	online	 sources	 claim	 that	 the	 increase	 in	LDL	due	 to	 a	 diet
high	in	saturated	fats	is	unimportant	because	saturated	fat	also	increases	HDL,	or
the	“good”	cholesterol.	This	is	not	true.	Higher	HDL	may	be	mildly	beneficial,
but	 the	lower	HDL	levels	observed	with	lower	amounts	of	saturated	fats	 in	the
diet	were	noted	only	in	those	diets	that	replaced	saturated	fat	with	high-glycemic
carbohydrates,	 not	 monounsaturated	 and	 polyunsaturated	 fats.91	 Multiple
studies	on	using	whole	nuts	and	seeds	as	a	major	fat	source	in	place	of	saturated
fats	 have	 demonstrated	 dramatic	 improvements	 in	 HDL	 levels	 and	 other
cardiovascular	parameters.92

There	are	some	claims	that	if	a	food	is	high	in	stearic	acid,	a	particular	type
of	saturated	fat,	it	will	not	affect	cholesterol	levels.	Different	subsets	of	saturated
fat	 have	 different	 effects	 on	 cholesterol.	 Lauric,	 myristic,	 and	 palmitic	 acids
increase	total	and	LDL	cholesterol	levels,	but	stearic	acid	does	not.93	However,
since	 foods	 containing	 saturated	 fat	 contain	 a	mix	 of	 these	 fatty	 acids,	 it	 isn’t
possible	 to	 consume	 only	 one	 of	 them.	 For	 example,	 palm	 shortening,
unsweetened	 chocolate,	 lamb,	 veal,	 and	 beef	 tallow	 are	 some	 of	 the	 richest
sources	of	stearic	acid,	but	they	are	also	high	in	palmitic	acid.94	Overall,	foods
high	in	saturated	fat	elevate	LDL	cholesterol	levels.

Another	 popular	 claim	made	 by	 those	who	 aim	 to	 justify	 eating	meat	 and
butter	is	that	saturated	fat	does	not	increase	the	small,	dense	LDL	particles	that
are	 considered	 more	 dangerous	 than	 larger	 LDL	 particles.95	 A	 study	 of	 men
following	either	a	low-or	high-saturated-fat	diet	for	six	weeks	found	that	higher
saturated	 fat	 was	 associated	 with	 larger	 LDL	 particles	 and	 higher	 total	 LDL
cholesterol	levels.96

A	similar	study	started	with	two	weeks	of	a	high-saturated-fat	diet	and	then
switched	 to	 the	use	of	olive	oil,	 canola	oil,	or	 sunflower	oil	 for	 four	weeks.	A
small	reduction	in	LDL	particle	size	was	seen	with	all	three	oils	compared	with
the	high-saturated-fat	diet.	However,	even	the	authors	of	this	study	reported	that
these	 small	 changes	 did	 not	 lessen	 disease	 risk	 and	 that	 the	 slight	 tendency
toward	 larger	 LDL	 particles	 did	 not	 offset	 any	 of	 the	 risk	 associated	with	 the
overall	increase	in	LDL	due	to	increased	saturated	fat	intake.97	It	is	important	to
recognize	that	diets	high	in	refined	carbohydrates	increase	small,	dense	LDL	via
elevating	plasma	triglycerides.98	Minimizing	the	intake	of	refined	carbohydrates
to	keep	triglycerides	in	the	favorable	range	is	most	likely	the	best	way	to	reduce
small,	 dense	LDL	particles.	 In	 other	words,	 these	 arguments	 do	not	 show	 that



eating	 more	 fat	 is	 healthful	 but	 merely	 demonstrate	 the	 dangers	 of	 high-
glycemic,	refined	carbohydrates—and	with	that	there	is	no	debate.

What	About	Plant	Saturated	Fats,	Like	Coconut?
Another	 common	 question	 is	 whether	 plant	 sources	 of	 saturated	 fat,	 such	 as
coconut,	are	as	harmful	as	animal	sources,	such	as	red	meat.	Coconut	and	palm
fats	do	raise	total	and	LDL	cholesterol	levels.	In	one	study,	participants	ate	a	diet
containing	 equal	 amounts	 of	 total	 fat	 from	 coconut	 (rich	 in	 saturated	 fat),
walnuts	 (rich	 in	polyunsaturated	 fat),	or	almonds	 (rich	 in	monounsaturated	 fat)
for	 three	 weeks	 each;	 blood	 cholesterol	 was	 measured	 after	 each	 diet	 phase.
Total	cholesterol	was	7	percent	and	5	percent	lower	with	the	almond	and	walnut
diets,	respectively,	compared	with	the	coconut	diet;	LDL	was	10	percent	and	9
percent	 lower.	 HDL	 cholesterol	 was	 unchanged.99	 This	 means	 that	 eating
coconut	 oil	 and	 even	 coconut	 does	 not	 offer	 the	metabolic	 and	 cardiovascular
benefits	that	walnuts	and	almonds	do.

With	 the	widespread	awareness	of	 the	dangers	of	 trans	 fat,	 some	packaged
foods	have	relied	on	palm	oil,	a	highly	saturated	fat,	 to	replicate	the	functional
characteristics	 of	 hydrogenated	 oils.	 Palm	 oil	 has	 been	 shown	 to	 have	 similar
effects	on	 total	and	LDL	cholesterol	 levels	as	 trans	 fat	 (partially	hydrogenated
soybean	oil).100	Although	coconut	and	palm	oils	may	not	be	as	bad	as	fat	from
butter	and	meat,	you	should	not	consider	them	to	be	health	foods.

However,	 saturated	 fat	 and	 LDL	 cholesterol	 should	 not	 be	 viewed	 in	 a
vacuum.	 Other	 heart	 disease–promoting	 qualities	 accompany	 the	 saturated	 fat
exposure	 in	 meat,	 including	 harmful	 exposure	 to	 excess	 carnitine,	 iron,	 and
animal	 protein	 without	 fiber	 and	 protective	 phytochemicals	 and	 phytates.	 So
clearly,	 the	 exposure	 to	 some	 saturated	 fat	 in	 coconut	 does	 not	 have	 the	 same
overall	cardiovascular	risk	as	that	of	saturated	fat–rich	meats.

At	 the	 same	 time,	 these	 questions	 are	 almost	 irrelevant,	 because	 as	we’ve
seen,	all	oils	are	calorically	dense	and	fattening	compared	with	the	whole	foods
from	which	they	are	extracted.	Oils	efficiently	spike	caloric	intake	upward	when
used	liberally	in	cooking.	Remember,	coconut—and	especially	coconut	oil—has
never	been	shown	to	lower	blood	pressure,	lower	cholesterol,	encourage	reversal
of	heart	disease,	or	reduce	cardiac	death,	as	we	have	seen	with	nuts	and	seeds,
particularly	walnuts.

Don’t	sabotage	your	weight-loss	goal	with	oily	dressings	and	sauces.



Vegetables	 and	 salads	 are	 very	 low	 in	 calories.	 However,	 if	 you	 cover	 these
healthy	low-calorie	foods	with	a	few	tablespoons	of	a	high-fat,	high-calorie,	oil-
based	 dressing,	 you	 turn	 vegetables	 and	 salads	 into	weight-promoting	 foods.	 I
know	you	have	been	 told	 that	olive	oil	 is	healthy	food,	but	 in	 reality,	 it	 is	not.
Keep	in	mind,	oil	is	processed	food;	it	is	not	a	natural	whole	food.	Oils,	even	if
they	are	monounsaturated,	should	not	be	considered	health	food	because	they	are
low	in	nutrients	and	contain	120	calories	per	tablespoon,	promoting	weight	gain.

Sure,	 olive	 oil	 and	 almond	 oil	 are	 improvements	 over	 animal	 fats	 and
margarine,	but	they	still	contribute	to	our	overweight	modern	world.	Overweight
Americans	 consume	 an	 average	 of	 3	 tablespoons	 of	 oil	 in	 their	 daily	 diets,
commonly	adding	an	extra	250–500	calories	to	their	food	intake	each	day.	You
need	to	reach	a	thinner,	ideal	weight	to	achieve	maximum	protection	against	and
to	reverse	heart	disease.	Use	oil,	even	olive	oil,	sparingly	or	not	at	all;	certainly,
do	not	have	more	than	1	teaspoon	per	day.

As	an	alternative	to	oil,	you	can	make	great-tasting	salad	dressings	from	raw
nuts	 and	 seeds,	 such	 as	 walnuts,	 pecans,	 cashews,	 sunflower	 seeds,	 sesame
seeds,	 pistachios,	 and	 avocados.	 I	 recommend	 these	 nut-and	 seed-based	 salad
dressings	instead	of	those	based	on	refined	oils	because	they	help	ensure	that	we
get	these	“good”	fats	delivered	along	with	their	antioxidants	and	phytochemicals
and	other	health-supporting	benefits.	Remember,	the	key	is	to	use	nuts	and	seeds
to	replace	the	oil	used	in	salad	dressings,	sauces,	and	dips,	not	in	addition	to	it.
Plus,	these	nuts	and	seeds	function	as	low-glycemic	replacement	calories	that	are
beneficial	 for	diabetics	and	people	who	are	overweight	and	can	 replace	all	 the
meat,	cheese,	butter,	and	refined	carbohydrates	that	people	were	eating	before.

I	 often	mix	 fresh	 fruit	with	 a	 little	 vinegar	 and	 a	 small	 amount	 of	 nuts	 or
seeds	to	make	delicious,	heart-healthy,	nutrient-rich	dressings.	I	include	many	of
my	favorite	dressing	recipes	in	Chapter	9.

The	Take-Home	Message	About	Fat
The	bottom	line	is	this:	Americans	still	need	to	eat	more	wholesome	plant	foods
and	 fewer	 animal	 products	 and	oils.	 Saturated	 fats	 have	not	 been	 shown	 to	be
safe	and	healthy,	so	we	should	minimize	in	our	diets	those	foods	that	are	rich	in
saturated	 fat.	 The	major	 source	 of	 fat	 intake	 in	 our	 diets	 should	 be	 seeds	 and
nuts,	 not	meat,	 dairy,	 butter,	 and	 cheese.	We	 should	 eat	 less	 saturated	 fat–rich
food	in	favor	of	more	beans,	intact	whole	grains,	vegetables,	nuts,	and	seeds.	We
also	should	pay	attention	to	increasing	our	omega-3	fat	intake	by	including	chia



seeds,	flaxseeds,	hemp	seeds,	and	walnuts	in	our	diets.	Finally,	we	should	avoid
excess	omega-6	fatty	acid	by	limiting	our	intake	of	animal	fats	and	cooking	oils.



CHAPTER	SIX

Salt	Is	a	Four-Letter	Word

There’s	 table	 salt,	 sea	 salt,	 Celtic	 salt,	 Peruvian	 Pink,	Hawaiian	Black	 Lava,
Himalayan,	 and	 fleur	de	 sel.	But	whatever	marketers	 call	 it,	whatever	 it	 costs,
and	whatever	 its	 pedigree,	 salt	 is	 simply	 sodium	chloride	 (NaCl)—and	despite
trendy	claims	to	the	contrary,	it’s	bad	for	you.

The	excessive	 level	of	 sodium	 in	 the	modern	American	diet	has	 caused	an
epidemic	of	high	blood	pressure.	This	high	blood	pressure	is	dangerous,	because
it	 puts	 a	 strain	 on	 the	 heart	 muscle	 and	 can	 lead	 to	 ischemic	 or	 hemorrhagic
stroke,	kidney	damage,	heart	attack,	or	cancer.	The	human	body	was	designed	to
get	its	optimal	level	of	sodium	from	a	natural	diet,	but	most	Americans	consume
about	six	times	what	they	need.

Avoiding	processed	foods	and	excess	salt	doesn’t	have	to	mean	that	you’re
condemned	 to	 a	 life	 of	 bland	 food.	When	 you	 dial	 back	 the	 salt,	 your	 palate
readjusts,	 and	 you	 start	 to	 taste	 and	 appreciate	 the	 wonder	 of	 natural	 flavors.
Your	heart	(and	the	rest	of	your	internal	organs)	will	reward	you	with	improved
health	and	longevity—and	your	taste	buds	will	thank	you,	too.

If	you	live	in	the	United	States,	your	lifetime	probability	of	developing	high
blood	 pressure	 is	 around	 90	 percent.1	 This	 is	 a	 sobering	 statistic,	 since	 high
blood	pressure	 increases	a	person’s	risk	of	developing	heart	disease,	as	well	as
kidney	 failure	 and	 stroke.	 Lowering	 high	 blood	 pressure	 decreases	 the	 risk	 of
stroke	and	heart	failure.

After	many	years	of	high	salt	exposure,	blood	pressure	starts	to	rise.	By	the
time	 this	 occurs,	 cutting	 down	 on	 salt	 does	 not	 so	 easily	 resolve	 the	 problem.
When	high	 levels	of	 salt	are	consumed,	more	 fluid	 is	 retained	 in	 the	body	and
must	be	carried	by	 the	blood	vessels,	which	 increases	both	blood	pressure	and
the	load	on	the	heart.	With	a	higher	circulatory	volume,	more	pressure	is	exerted
on	 the	 blood	 vessel	 walls.	 After	 decades,	 the	 walls	 react	 to	 this	 stress	 by



thickening,	 stiffening,	 and	 narrowing.	 Like	 pushing	 water	 through	 a	 smaller
opening	at	the	end	of	a	hose,	this	raises	resistance	and	requires	higher	pressure	to
move	blood	to	the	organs.	The	heart	now	has	to	pump	against	this	high-pressure
system.

Lifting	 heavy	 weights	 in	 the	 gym	 causes	 muscles	 to	 become	 larger.	 This
same	phenomenon	happens	to	the	heart,	with	one	notable	exception:	There	is	no
break,	no	time	for	the	heart	muscle	to	recover	from	the	stress.	This	24/7	activity
causes	 the	 heart	 to	 enlarge	 (called	 hypertrophy)	 and	 become	 more	 prone	 to
irregular	beating	(arrhythmia)	and	heart	failure.

High	 salt	 intake	also	promotes	 scarring	of	 the	heart	muscle,	 called	cardiac
fibrosis,	 which	 further	 increases	 the	 risk	 of	 arrhythmia.	 More	 and	 more
mechanisms	 of	 damage	 from	 salt	 have	 become	 increasingly	 defined	 in	 recent
years.2	 Similarly,	 the	 kidneys,	 which	 each	 contain	 around	 one	 million	 tiny,
delicate	 filters	 comprised	 of	 tiny	 blood	 vessels,	 lose	 their	 function	 from	 the
excessive	 blood	 pressure.	 This	 leads	 to	 hypertensive	 nephrosclerosis,	 a	 major
cause	of	kidney	disease.

Numerous	observational	 studies	and	 randomized	controlled	 trials	document
the	 fact	 that	 high	 sodium	 intake	 increases	 blood	 pressure.3	 The	 evidence	 has
been	 called	 “overwhelming.”4	 A	 recently	 published	 large	 long-term	 lifestyle
intervention	study	showed	that	a	25–35	percent	reduction	in	dietary	sodium	over
ten	 to	 fifteen	 years	 resulted	 in	 a	 25–30	 percent	 lower	 risk	 of	 cardiovascular
problems.5

It	 is	 estimated	 that	 a	 50	 percent	 decrease	 in	 sodium	 consumption	 in	 the
United	States	 could	 prevent	 at	 least	 150,000	 deaths	 annually.6	According	 to	 a
meta-analysis	of	sixty-one	studies,	 the	 lower	an	 individual’s	blood	pressure	 (at
least	down	to	115/75	mmHg),	the	lower	the	risk	of	stroke	or	heart	attack.7	There
was	no	threshold	below	which	the	risk	did	not	decrease.	This	steadily	decreasing
risk	 of	 stroke	 or	 heart	 attack	 is	 based	 on	 the	 assumption	 that	 the	 lower	 blood
pressure	numbers	are	earned	through	healthy	eating,	exercise,	and	salt	avoidance
and	are	not	simply	medicated	downward.

CASE	HISTORY:	PROOF	FROM	A	PATIENT

Even	 in	 just	 two	 months,	 I	 saw	 incredible	 results.	 At	 the	 start	 of	 Dr.
Fuhrman’s	 program,	 I	 was	 overweight	 with	 a	 blood	 pressure	 around



160/110,	which	was	difficult	to	bring	down.	I	took	up	to	five	blood	pressure
medications	 at	 the	 same	 time	 and	 it	 was	 still	 barely	 normal.	 I	 was	 barely
fitting	into	my	52-inch-waist	pants.	My	cardiologist	told	me	I	had	developed
atrial	fibrillation,	probably	due	to	severe	obstructive	sleep	apnea.

I	 read	Eat	 to	Live	and	started	on	 the	program.	Two	months	 later,	 I	had
lost	40	pounds	 and	4	 inches	off	my	waist.	My	blood	pressure	 came	under
control,	and	my	sleep	apnea	and	atrial	fibrillation	were	gone.	The	good	news
is	that,	except	for	some	lagging	energy	levels	during	the	first	two	weeks,	it
has	 been	 nearly	 effortless.	 Now,	 two	 years	 later,	 my	 blood	 pressure	 is
excellent	with	no	medications,	 I	 don’t	 snore	 anymore,	 I	 have	 lost	 a	 ton	of
weight,	 and	my	heart	problems	are	gone.	 It	 is	not	exaggerating	 to	 say	 that
Dr.	Fuhrman	saved	my	life.

Jeff	Rowan

But	 it	 is	 not	 all	 about	 blood	 pressure.	 Many	 different	 studies	 show	 the
interesting	 finding	 that	 high	 salt	 intake	 is	 linked	 to	 increases	 in	 all-cause
mortality	and	that	salt’s	death-hastening	effects	occur	in	people	who	are	not	“salt
sensitive”	 to	 its	 blood	 pressure	 effects.8	 High	 sodium	 intake	 predicts	 overall
mortality	 and	 risk	 of	 CAD	 independent	 of	 other	 cardiovascular	 risk	 factors,
including	blood	pressure.9

How	Much	Salt	Should	We	Eat?
If	we	 just	ate	natural	 foods	without	added	salt,	we	would	most	 likely	consume
about	500–750	milligrams	of	sodium	a	day.	Real	food,	by	which	I	mean	whole
food,	 supplies	 the	 perfect	 amount	 of	 minerals	 people	 need	 to	 maximize	 their
health.

The	human	body	was	designed	to	function	on	natural	food,	and	early	humans
did	not	 consume	 salt.	Our	Stone	Age	ancestors	 ate	 a	diet	 consisting	mainly	of
fruit,	vegetables,	nuts,	seeds,	fish,	insects,	and	wild	game.	All	of	the	sodium	that
humans	require,	as	well	as	the	other	minerals	we	need,	is	present	in	those	natural
foods.	This	eat-what-you-can-find	diet	continued	for	approximately	one	hundred
thousand	generations,	during	which	time	salt	was	not	added	to	food.

Today,	most	areas	of	the	world	consume	ten	times	as	much	sodium	as	would
be	 found	 in	 a	 natural,	 unsalted	 diet.	Our	 species	 developed	 agriculture	 around



three	 hundred	 generations	 ago.	Approximately	 ten	 generations	 ago	 (starting	 in
the	 mid-eighteenth	 century),	 the	 Industrial	 Age	 changed	 our	 diet	 by
revolutionizing	 the	 agricultural	 sector.	 Farmers	 learned	 how	 to	maximize	 crop
output	and	make	meat	and	dairy	more	affordable—and	available	year-round.

What	I	call	the	Processed	Food	Era	started	just	two	to	three	generations	ago,
after	 World	 War	 I.	 This	 was	 when	 people	 started	 buying	 convenience	 foods
because	commercially	baked	goods,	as	well	as	processed	foods	made	tasty	with
salt,	 sugar,	 and	 preservatives,	 became	 cheap	 and	 widely	 available.	 But	 the
skyrocketing	 rates	 of	 illness	 that	 have	 been	 caused	 by	 this	 modern	 diet
demonstrate	that	our	bodies	still	live	with	the	“thrifty	genes”	that	were	selected
over	a	long	period,	during	which	our	ancestors	lived	with	low	salt	intake,	periods
of	starvation,	and	caloric	inadequacy.10	These	genes	were	selected	to	conserve
sodium,	not	get	rid	of	it.

Almost	 all	 Americans,	 as	 well	 as	 most	 people	 in	 modern	 industrialized
societies,	consume	excessive	amounts	of	salt.	This	means	that	we	have	to	look	at
isolated	or	primitive	populations	to	accurately	see	the	long-term	outcome	of	low
salt	intake.

It	 is	 still	 possible	 to	 find	 pockets	 of	 people	 living	 on	mostly	 natural-food
diets	that	do	not	contain	added	salt.	Tribes	in	New	Guinea,	 the	Amazon	Basin,
the	highlands	of	Malaysia,	and	rural	Uganda	all	eat	very	little	salt.	Hypertension
is	unheard	of	in	these	regions,	and	blood	pressure	does	not	rise	steadily	with	age,
as	 it	 does	 in	 the	United	 States	 and	 other	 countries	with	 high	 salt	 intakes.	 The
most	 elderly	 members	 of	 these	 populations	 have	 blood	 pressure	 readings	 like
those	we	 see	 in	 children.	When	 salt	 is	 introduced	 into	 these	 salt-free	 cultures,
however,	blood	pressure	climbs.11

Medical	anthropologists	know	 that	all	people	 from	cultures	 that	do	not	use
salt	as	a	condiment	experience	almost	no	 increase	 in	blood	pressure,	even	 into
old	 age.	By	 contrast,	 blood	 pressure	 rises	 significantly	 over	many	 years	 in	 all
human	populations	in	which	salt	 is	added	to	food	in	significant	quantities.	One
can	easily	see	that	most	people	who	live	in	societies	that	add	salt	to	their	diet	end
up	with	high	blood	pressure	sooner	or	later.

Some	 people	 claim	 that	 they	 are	 not	 salt	 sensitive,	 because	 they	 have	 low
blood	 pressure	 even	 on	 a	 high-salt	 diet.	 But	 over	 years	 of	 use,	 the	 high	 salt
intake	 takes	 its	 toll,	 and	 almost	 everyone	 eventually	 develops	 high	 blood
pressure.	About	70	percent	of	Americans	have	hypertension	by	the	time	they	are
in	 their	 60s,	 and	of	 those	who	 are	 lucky	 enough	 to	 escape	 it	 up	 to	 age	65,	 90



percent	will	still	develop	high	blood	pressure	if	they	live	past	80.12
At	that	point,	it	is	not	so	easy	to	cut	out	the	salt	and	fix	all	the	damage.	For

maximal	disease	prevention,	 sodium	 levels	 should	probably	be	 less	 than	1,000
mg/day—which	 is	 about	 the	normal	 level	 for	our	biological	needs.	Ultimately,
high-sodium	diets	 lead	 to	high	blood	pressure,	which	causes	an	estimated	 two-
thirds	of	strokes	and	almost	half	of	all	heart	attacks.

According	to	the	National	Institutes	of	Health,	consuming	less	sodium	is	one
of	 the	 most	 important	 ways	 to	 prevent	 cardiovascular	 disease.13	 Certainly,
maintaining	 a	 healthy,	 slim	 body	 weight,	 eating	 a	 nutrient-dense	 diet	 rich	 in
vegetables	 and	 fruits,	 and	 not	 smoking	 are	 also	 critical	 factors	 in	 preventing
disease.	But	lowering	sodium	intake	is	equally	important,	because	a	high	level	of
sodium	 in	 the	 diet	 ranks	 as	 a	 primary	 killer	 in	 our	 modern,	 toxic	 food
environment.	Most	people	overlook	this	fact	until	it	is	too	late.

Most	of	 the	world’s	population	 today	consumes	2,300–4,600	milligrams	of
sodium	daily	(1–2	teaspoons	of	salt).	Average	adult	sodium	intake	in	the	United
States	 is	 around	 4,000	 milligrams	 for	 every	 2,000	 calories	 consumed.	 The
average	 American	 consumes	 more	 than	 2,500	 calories	 a	 day.	 Natural	 foods
contain	less	than	half	a	milligram	of	sodium	per	calorie.	If	you	are	trying	to	keep
the	sodium	in	your	diet	to	a	safe	level,	avoid	foods	that	have	more	sodium	than
calories	per	serving.	It	would	be	impossible	to	consume	too	much	sodium	if	you
ate	 a	 healthy	 diet	 of	 real	 food	 in	 its	 natural	 state.	 Except	 for	 some	 sodium-
wasting	medical	conditions	or	rare	individuals,	it	would	be	unusual	for	anyone	to
require	more	sodium	than	is	present	in	real	food	in	its	natural	state.

Cutting	 out	 salt	 is	 so	 important	 because	 it	 can	 usually	 lead	 to	 high	 blood
pressure	being	reversed	without	drugs.	Even	the	Centers	for	Disease	Control	and
Prevention	reports	that	salt	and	high	blood	pressure	kill	far	more	Americans	than
tobacco	 (or	 anything	 else).14	 Almost	 70	 percent	 of	 all	 Americans,	 including
everyone	older	than	40,	should	cut	their	salt	intake	by	nearly	two-thirds,	to	1,500
milligrams.

Medications	cannot	do	nearly	what	diet	improvement	and	salt	reduction	can
do.	More	and	more	physicians	and	scientists	have	begun	to	recognize	this.	Just
cutting	out	salt	can	return	the	blood	pressure	to	normal	in	most	cases,	which	can
reduce	the	risk	of	heart	disease	by	at	least	70	percent.

Is	More	Salt	Good	for	You?—The	Latest	“News”
You	may	 have	 read	 recent	 articles	 in	 some	 newspapers	 or	 Internet	 sites	 about



studies	questioning	the	need	for	people	to	watch	their	salt	intake.	These	articles
claim	that	it	is	more	longevity-promoting	to	eat	more	salt,	not	less.	An	editorial
in	the	New	England	Journal	of	Medicine	questioned	the	accuracy	of	the	data	and
admitted	 that	 this	 new	 information,	 released	 in	 2014,	 undermines	 current
recommendations	to	reduce	salt	intake.15

It	is	clear	that	salt	interests	and	processed	food	manufacturers	contribute	to,
and	support,	those	who	deny	that	salt	is	dangerous.	It	is	also	clear	that	they	fund
scientific	 studies	 in	 an	 attempt	 to	 demonstrate	 that	 salt	 intake	 is	 not	 a	 disease
risk.	Clearest	of	all	is	the	fact	that	they	will	continue	to	do	so.

In	 other	words,	 even	 though	 hundreds	 of	 studies	 confirm	 and	 demonstrate
increased	 blood	 pressure	 with	 increased	 salt	 intake,	 mysteriously,	 in	 this	 new
study,	 these	higher	blood	pressures	did	not	 translate	 into	a	higher	 risk	of	heart
disease	and	strokes.	The	study	suggests	that	using	less	salt	can	even	make	things
worse.16	 It	 seems	 that	 just	 as	we	 are	 gaining	 a	 bit	 of	 traction	 in	 encouraging
healthier	behaviors,	a	“study”	comes	along	to	tell	people	that	they	might	as	well
give	up	 and	go	back	 to	 eating	whatever	 they	want.	They	 are	 told	 that	 nothing
matters.	Just	as	with	the	saturated	fat	fiasco	(discussed	in	Chapter	5),	something
fishy	is	going	on	here.

Whenever	you	see	study	results	claiming	that	consuming	butter,	salt,	sugar,
and	animal	fat	is	good	for	you,	rather	than	bad,	you	must	look	carefully	at	how
the	 researchers	 arrived	 at	 this	 conclusion	 and	 what	 the	 overwhelming
preponderance	of	evidence	shows.	Remember,	there	are	always	deniers	who	can
be	 very	 popular	 and	who	 can	write	 books	 claiming	 that	what	 you	 eat	 doesn’t
matter.

Of	the	recent	studies	that	led	to	the	misleading	findings	on	salt,	two	of	them
used	 data	 from	 the	 ongoing	 Prospective	 Urban	 Rural	 Epidemiology	 (PURE)
study.17	 These	 two	 2014	 studies,	 let’s	 call	 them	 Study	 A	 (salt)	 and	 Study	 B
(potassium),	 estimated	 sodium	 and	 potassium	 intake	 on	 the	 basis	 of	 a	 single
morning	urine	collection.	Then	the	subjects	were	followed	for	an	average	of	only
3.7	years,	which	essentially	makes	the	results	worthless.	The	accepted	standard
for	 assessing	 sodium	 intake	 is	 twenty-four-hour	 urine	 collection	 on	 multiple
occasions	through	the	study	and	then	following	participants	for	at	least	ten	years.

The	results	from	Study	A	showed	that	the	group	with	salt	intake	(estimated
as	a	result	of	that	one	measurement)	of	less	than	3	grams	a	day	actually	had	more
deaths	than	the	group	consuming	3–6	grams	a	day.	That	is	great	news	for	all	you
salt	lovers	out	there,	but	this	study,	though	adding	a	confusing	ingredient	to	the



pot,	does	not	indicate	that	more	salt	is	actually	better	than	less	salt.
Not	 only	was	 one	 urine	 test	 the	 determinant	 of	 salt	 use	 (whereas	multiple

direct	measurements	 are	 needed	 to	 ascertain	 intake	more	 accurately),	 but	 also
consider	that	it	is	not	uncommon	for	people	who	are	ill	or	have	medical	issues	to
eat	less	food	and	therefore	consume	less	salt.	Plus,	the	number	of	people	in	the
lowest	salt	cohort	was	only	4	percent	of	participants,	 indicating	 that	 this	group
included	 the	 sicker	people	 to	begin	with.	They	were	not	a	population	 that	was
eating	a	low-salt	diet;	they	were	people	who	had	eaten	a	high-salt	diet	much	of
their	 lives	 and	 then	 lowered	 their	 salt	 intake	 for	 a	 reason.	Researchers	 did	 not
identify	this	factor	in	their	study	results.

Other	factors	indicate	that	Study	A’s	information	was	distorted:

	

•	 	 More	 than	 40	 percent	 of	 the	 participants	 were	 from	 China	 and	 other
countries	where	high	salt	use	is	almost	universal.

	

•	 	 The	 participants	 came	 from	 countries	with	 a	 lower	 standard	 of	medical
care.

	

•		The	participants	came	from	countries	where	life	span	is	significantly	lower
than	in	the	United	States.

	

•	 	In	these	countries,	many	of	 the	“walking	ill”	are	not	officially	diagnosed
with	a	medical	condition.

For	 Study	 A	 to	 have	 any	 validity,	 the	 period	 of	 study	 would	 have	 to	 be
significantly	lengthened.	In	addition,	the	deaths	occurring	for	the	first	five	years
after	salt	intake	measurements	were	made	would	have	had	to	be	excluded	from
analysis	to	make	sure	that	people	who	were	already	sickly	were	excluded	from
the	results.	But	in	this	case,	these	were	the	only	deaths	used	for	analysis.

For	 example,	 people	 with	 congestive	 heart	 failure	 or	 other	 undiagnosed
medical	 conditions	 that	 affect	 appetite	 and	 salt	 intake	have	a	 limited	 life	 span,



despite	 the	 reduction	 in	 their	 appetites	 and	 salt	 intake.	 In	 the	 high-salt-
consuming	populations	studied,	those	with	the	lowest	sodium	in	their	urine	were
likely	 those	with	a	 reduced	appetite	due	 to	diseases	not	yet	diagnosed,	such	as
cancer.

This	 study’s	 results	 imply	 that	people	who	are	 losing	weight	or	eating	 less
food	have	a	higher	risk	of	mortality.	But	these	results	are	skewed	because	they
don’t	 exclude	 the	 participants	 with	 medical	 issues	 that	 cause	 them	 to	 lose
weight,	have	less	appetite,	and	be	less	active.

These	 results	 are	 similar	 to	 the	 contradictory	 results	 of	 other	 studies
indicating	 that	being	slim	is	unhealthy	while	 ignoring	 the	fact	 that	people	with
serious	 illnesses	 lose	weight	during	 the	 last	 five	years	of	 their	 lives.	We	know
that	 being	 slim	 is	 the	 secret	 to	 longevity,	 if	 slimness	 is	maintained	 throughout
life.	In	other	words,	you	have	to	follow	younger,	healthier	individuals	for	many
years	rather	than	for	just	three	to	four	years	to	ascertain	the	benefits	and	risks	of
being	on	a	long-term	low-salt	diet.

Study	B	was	also	based	on	just	one	urine	collection	and	observed	that	people
who	 consumed	 less	 potassium	and	more	 sodium	had	higher	 blood	pressure	on
average.	 This	was	 particularly	 true	 in	 those	who	were	 older	 and	 had	 elevated
blood	pressure	to	begin	with.

The	study	did	demonstrate	the	obvious:	Blood	pressure	is	lower	with	lower
sodium	 intake	 and	 higher	 potassium	 intake.	 However,	 it	 did	 not	 show	 these
blood	 pressure	 benefits	 translated	 into	 fewer	 deaths	 because	 it	 used	 the	 same
cohort	of	participants	as	Study	A.	We	know	that	high	blood	pressure	 is	one	of
the	most	powerful	predictors	of	earlier	mortality,	as	demonstrated	by	hundreds
of	other	studies.	The	fact	that	this	studied	cohort	did	not	show	that	lower	blood
pressure	resulted	in	lower	death	rates	demonstrates	the	obvious	flaws	inherent	in
the	 study	 design	 that	 confusingly	 skewed	 the	 results	 of	 both	 these	 published
papers.

The	 questionable	 claims	 being	 made	 by	 the	 authors	 of	 these	 two	 PURE
articles,	 suggesting	 that	 a	 low	 salt	 intake	 may	 somehow	 be	 dangerous,
undermines	 public	 health	 efforts	 to	 reduce	 salt	 intake	 to	 prevent	 high	 blood
pressure.	 This	 is	 particularly	 troubling	 because	 the	 preponderance	 of	 credible
scientific	 data	 continues	 to	 show	 that	 elevated	 blood	 pressure	 is	 the	 single
greatest	 heart	 disease	 risk	 factor	 in	 most	 populations	 and	 is	 caused
predominantly	by	long-term	sodium	intake	worldwide	higher	than	2,000	mg/day.

Contrast	 this	 research	 with	 a	 huge	 study	 on	 salt	 published	 in	 the	 New
England	Journal	of	Medicine,	also	in	2014.18	This	was	a	comprehensive	meta-



analysis	 that	 evaluated	 data	 from	 sixty-six	 countries	 and	 107	 randomized
intervention	 trials	 that	 analyzed	 the	 potential	 effect	 of	 limiting	 dietary	 sodium
intake	 to	 that	 recommended	by	 the	World	Health	Organization	(WHO)—2,000
mg/day.

This	meta-analysis	was	more	robust	than	the	ones	based	on	the	PURE	data,
in	 that	 it	 used	 twenty-four-hour	 urine	 samples	 and	 dietary	 records,	 and
corroborated	both.	Unlike	Study	A	and	Study	B,	it	also	took	the	duration	of	the
intervention	into	account.	The	study	determined	that	if	the	WHO’s	sodium	target
were	implemented,	approximately	1.65	million	cardiovascular	deaths	every	year
would	 be	 prevented.	Even	more	 dramatic	was	 the	 study’s	 calculation	 showing
that	 cardiovascular	 deaths	 would	 be	 reduced	 by	 another	 40	 percent	 if	 the
reference	 intake	 were	 lowered	 from	 2	 grams	 to	 1	 gram	 of	 sodium	 a	 day.
Researchers	 used	 the	 data	 collected	 to	 determine	 that	 that	 reduction	 would
prevent	2.3	million	deaths,	40	percent	of	which	would	occur	before	 the	age	of
70.	This	study	confirmed	that	when	populations	are	studied	in	the	long	term,	the
lower	the	sodium	intake,	the	better.

The	average	sodium	intake	worldwide	in	2010	was	3,950	mg/day,	which	is
nearly	 double	 the	 WHO	 recommendation	 and	 nearly	 triple	 what	 is	 now
recommended	 by	 the	 American	 Heart	 Association	 (1,500	 mg/day).	 In	 their
global	 meta-analysis	 of	 controlled	 intervention	 studies,	 these	 researchers	 also
noted	that	reducing	dietary	sodium	lowered	blood	pressure	in	all	adults,	with	the
largest	effects	seen	in	older	individuals,	those	of	African	descent,	and	those	with
preexisting	 high	 blood	 pressure.	 The	 researchers	 acknowledged	 that	 this	 data
may	 underestimate	 the	 full	 health	 effect	 of	 excessive	 sodium	 intake,	 which	 is
also	linked	to	a	much	higher	risk	of	nonfatal	heart	disease,	kidney	disease,	and
stomach	cancer—the	second	most	deadly	cancer	worldwide.

Keep	 in	 mind	 that	 all	 scientific	 studies	 are	 done	 on	 the	 people	 eating	 the
same	disease-promoting	diet	 that	 everyone	 else	 is	 eating	 in	 the	modern	world.
Therefore,	 the	 results	 are	 considered	 “normal,”	 but	 since	 the	 studies	 are	 really
observing	ubiquitous	poor	health,	 the	results	can	be	confusing.	We	can’t	 really
determine	what	is	ideal	until	we	do	studies	on	people	who	are	eating	optimally.	I
hope	that	in	the	future	more	research	will	be	performed	on	people	who	choose	to
eat	and	live	more	naturally	and	safely.

Salt	Takes	a	Huge	Toll	on	Society
The	 association	 between	 high	 blood	 pressure	 and	 salt	 intake	 is	 clear.	 The



following	list	and	supporting	research	show	the	extent	of	salt’s	toll	on	society:

	

•	 	The	high	blood	pressure	 that	results	from	a	 lifetime	of	salt	exposure	 is	a
major	cause	of	the	1.5	million	heart	attacks	each	year.19

	

•		Salt	reduction	by	1,200	milligrams	a	day	is	estimated	to	prevent	fifty-four
thousand	to	ninety	thousand	heart	attacks	each	year	in	the	United	States.20

	

•		High	blood	pressure	is	the	leading	risk	factor	for	stroke,	which	is	the	main
reason	people	end	up	in	nursing	homes.21

	

•		Hypertension	is	a	leading	cause	of	kidney	failure.22

	

•		High	blood	pressure	is	a	major	risk	factor	for	senility.23

	

•		High	blood	pressure	is	a	leading	cause	of	heart	failure.24

	

•	 	 Heart	 failure	 is	 a	 leading	 reason	 for	 hospital	 admissions	 in	 the	 United
States.25

	

•		High	blood	pressure	increases	the	risk	of	developing	atrial	fibrillation—the
most	common	heart	rhythm	disorder.26



	

•		Excess	salt	and	meat	are	two	of	the	major	causes	of	kidney	stones.27

	

•	 	 Cancers	 of	 the	 stomach,	 esophagus,	 and	 kidneys	 are	 all	 promoted	 by
excessive	salt	intake.28

	

•		Excess	salt	intake	promotes	more	headaches	and	heartburn.29

Unfortunately,	most	 of	 the	medical	 community	 gives	 only	 a	 tiny	 bit	 of	 lip
service	 to	 preventing	 or	 treating	 high	 blood	 pressure	 through	 improved	 diet,
weight	loss,	and	exercise.	Your	doctor	may	say	to	you,	“You	need	to	lose	weight
and	 eat	 less	 salt.”	 However,	 without	 offering	 an	 effective	 program,	 definitive
guidelines,	and	supportive	educational	materials,	such	advice	is	sure	to	fail.	Most
doctors	 use	 the	 “prescription	 pad	 approach”	 to	 treating	 hypertension,	 and	 the
minute	 the	 pad	 comes	 out	 of	 the	 drawer,	 it	 is	 assumed	 that	 a	 patient	will	 not
make	adequate	lifestyle	changes.	Offering	medication	gives	people	the	mistaken
impression	 that	 their	 blood	 pressure	 is	 adequately	 addressed	 and	 that	 they	 are
free	 to	 continue	 the	 same	 disease-promoting	 lifestyle	 that	 caused	 their	 high
blood	 pressure	 in	 the	 first	 place.	 Inevitably,	 people	 find	 that	 their	 conditions
worsen	over	time;	they	have	to	increase	their	medication	dosage,	and	their	rate
of	aging	and	the	potential	for	developing	disease	is	accelerated.

If	drugs	were	not	available,	most	of	us	would	be	forced	to	curtail	our	dietary
indiscretions,	 reduce	 our	 salt	 intake	 dramatically,	 lose	weight,	 and	 exercise.	 If
drugs	were	not	dispensed	as	the	primary	solution	for	high	blood	pressure,	maybe
the	 entire	 population	 could	 be	 educated	 about	 the	 importance	 of	 superior
nutrition	and	salt	avoidance	at	a	young	age.	Who	knows?	But	as	it	is,	people	still
deserve	 to	 be	 given	 a	 chance	 to	 truly	 protect	 themselves	 with	 a	 low-sodium,
cardioprotective	diet	and	appropriate	exercise.	I’m	sure	that	many	people	would
choose	this	route	with	the	appropriate	information,	education,	and	support.

What	About	Natural	Salts	and	Sea	Salts?
Salt,	or	 sodium	chloride,	 can	be	mined	 from	 the	ground	or	harvested	 from	 the



sea.	But	all	salts,	whether	from	the	sea,	a	salt	mine,	or	salt	marshes,	trace	their
origins	 to	 the	 ocean,	 which	 has	 covered	 various	 parts	 of	 the	 earth	 throughout
history.	Table	salt,	the	most	commonly	used	salt,	is	refined	to	remove	impurities
and	contains	some	additives,	such	as	talc	and	silica	aluminate,	to	prevent	it	from
caking.	Table	salt	is	usually	iodized.	Coarse	salt	is	the	same	as	table	salt	but	has
larger	crystals.

But	these	days	we’ve	moved	beyond	the	simple	table	salt.	Sea	salt	is	mostly
distilled	 from	 seawater	 and	 can	 be	 finely	 or	 coarsely	 ground.	Celtic	 salt	 is	 an
expensive	 version	 of	 sea	 salt	 that	 is	 harvested	 by	 solar	 evaporation	 of	 water
taken	from	the	Celtic	sea.	If	 that	doesn’t	sound	impressive	enough,	you	can	go
for	 the	 even	more	 expensive	 and	 rare	 fleur	 de	 sel,	which	 is	 said	 to	 form	only
when	the	wind	blows	from	the	east	over	the	salt	marshes	in	Guérande,	France.

And	it	doesn’t	stop	there.	Peruvian	Pink	and	Hawaiian	Black	Lava	salt	can
be	yours	for	about	twenty	dollars	for	a	4-ounce	bottle.	On	the	Internet,	you	can
also	find	“The	Original	Himalayan	Crystal	Salt,”	said	to	be	“white	gold”	because
it	 contains	 eons	 of	 stored	 sunlight.	 The	 website	 refers	 to	 the	 hidden	 stored
information	of	250	million	years	of	bioenergy	locked	within	the	crystals,	waiting
to	be	released.30

All	 of	 these	 products,	 however,	 are	 just	 sodium	 chloride—NaCl—in
different	 sizes,	 shapes,	 textures,	 and	 prices.	 The	 different	 flavors	 that	 people
perceive	are	mostly	 related	 to	 texture.	Sea	 salts,	 for	 instance,	 are	 composed	of
larger,	flakier	crystals,	and	when	you	bite	into	a	larger	crystal	of	salt,	the	flavor
is	 different.	However,	when	 you	 cook	with	 sea	 salt,	 any	 differences	 disappear
because	the	salt	dissolves	into	the	liquid	ingredients.	Some	salts	marketed	as	sea
salts	 are	 mined	 from	 regular	 salt	 deposits	 and	 are	 not	 ground	 as	 finely,	 to
maintain	larger	chunks.

Devotees	of	sea	salts	and	specialty	salts	claim	that	 they	taste	better	and	are
nutritionally	superior	because	of	the	trace	amounts	of	minerals	they	contain.	But
the	truth	is	that	salt	is	salt,	and	the	presence	of	a	tiny	amount	of	minerals	(such	as
a	 hundredth	 of	 a	 milligram)	 within	 a	 salt	 does	 not	 make	 excess	 sodium	 less
damaging.

Even	 if	 the	 salt	 did	 contain	 a	 larger	 amount	 of	 minerals,	 would	 those
minerals	make	 excess	 consumption	 of	 sodium	beneficial?	 It	 is	 the	 tremendous
magnitude	 of	 sodium	exposure	 that	makes	 it	 a	 risky	 food.	The	 risk	 of	 sodium
exposure	is	not	made	harmless	by	a	tiny	bit	of	minerals	that	might	be	contained
in	the	salt.

No	 type	 of	 salt	 provides	 any	 significant	 nutritional	 benefit.	 Even	 the	 so-



called	 mineral-rich	 salts	 contain	 more	 than	 98	 percent	 NaCl.	 The	 amounts	 of
trace	 minerals	 that	 specialty	 salts	 may	 supply	 are	 negligible	 and	 have	 no
significant	 effect	 on	 human	 health.	 For	 example,	 Celtic	 salt	 contains	 2,400
milligrams	 of	 sodium	 per	 teaspoon,	 the	 same	 as	 almost	 all	 other	 salts.	 If	 you
consumed	 a	 half-teaspoon	 with	 your	 food—taking	 in	 a	 whopping	 1,200
milligrams	 of	 extra	 salt—would	 you	 have	 consumed	 a	 significant	 amount	 of
trace	minerals?	 Of	 course	 not.	 The	mineral	 contribution	would	 be	 completely
insignificant	compared	with	the	food	you	eat.

Your	 best	 source	 of	 minerals	 is	 food.	 Vegetables	 contain	 all	 the	 trace
minerals	humans	need,	 in	 the	amounts	 that	are	meaningful	 to	human	health,	as
the	chart	makes	clear.

CELTIC	SALT	AND	SPINACH	COMPARED
NUTRIENT CELTIC	SALT	(½	T.) SPINACH	(1	C.)
Calcium,	mg 5.3 245
Potassium,	mg 3.8 839
Magnesium,	mg 13.5 157
Phosphorus,	mg 0.002 102
Iron,	mg 0.08 6.4
Zinc,	mg 0.0001 1.4
Copper,	mg 0.0001 0.3
Fluoride,	mcg 0.01 68
Manganese,	mg 0.02 1.7
Selenium,	mcg 0.0001 2.7

There	 are	 two	groups	 of	minerals:	major	minerals	 and	 trace	minerals.	We
need	 more	 than	 100	 mg/day	 of	 the	 major	 minerals—calcium,	 phosphorus,
magnesium,	sulfur,	potassium,	sodium,	and	chloride.	We	need	trace	minerals	in
smaller	 amounts	 (less	 than	 100	 mg/day).	 Trace	 minerals	 include	 iron,	 iodine,
zinc,	selenium,	copper,	chromium,	manganese,	and	molybdenum.	Sea	salt	does
not	contain	 iodine;	 it	 is	added	 to	 table	salt.	Sea	salts	provide	dangerously	high
amounts	of	sodium,	and	 they	do	not	supply	 the	 trace	minerals	humans	need	 in
anything	even	resembling	adequate	amounts.

A	 peculiar	 phenomenon	 has	 led	 some	 alternative	 health	 authorities	 and
health	 groups	 to	 sell	 and	 promote	 salt	 to	 their	 clientele.	 Their	message	 is	 that



some	of	these	special	salts	are	good	for	you,	and	as	for	the	amount	you	consume:
the	more,	the	better.	They	often	deny	that	the	special	salt	they	recommend	raises
blood	pressure.	Often,	the	health	claims	made	are	astounding—especially	when
you	consider	the	known	dangers	associated	with	salt	consumption.

Rather	 than	 supplying	 the	 body	 with	 trace	 minerals,	 these	 natural	 salts
actually	 remove	minerals	 from	 the	 body,	 because	 the	 body	 has	 to	 excrete	 the
excess	 sodium	 consumed.	 For	 example,	 it	 is	well	 known	 that	 as	 excess	 salt	 is
eliminated	 in	 the	 urine,	 calcium	 is	 leeched	 from	 the	 body.	 An	 extra	 1,000
milligrams	 of	 sodium	 excreted	 in	 the	 urine	 would	 carry	 with	 it	 about	 20
milligrams	 of	 calcium.	 This	 amount	 that	 is	 lost	 is	 much	 more	 than	 any	 salt
product	could	possibly	supply.31

Sodium	in	Processed	Foods	Versus	Natural	Foods
If	a	serving	of	a	food	contains	100	calories,	in	its	natural	state	it	would	not	have
more	 than	 50	 milligrams	 of	 sodium.	 So	 if	 you	 see	 that	 100	 calories	 of	 food
contains	200	milligrams	of	sodium	per	serving,	you	know	that	150	milligrams	of
sodium	 were	 added	 to	 what	 was	 naturally	 found	 in	 the	 food.	 I	 suggest	 that
people	 not	 add	more	 than	 300–500	milligrams	 of	 extra	 sodium	 to	 their	 day’s
dietary	 intake	 over	 and	 above	 what	 is	 provided	 naturally.	 This	 allows	 you	 to
have	one	serving	of	something	each	day	that	has	some	sodium	added	to	it,	such
as	a	whole	grain	pita	bread	or	tomato	sauce.	But	remember:	All	other	foods	you
consume	should	contain	only	the	sodium	that	Mother	Nature	put	there.

As	much	 as	 possible,	 avoid	 foods	 that	 have	 labels—that	 is,	 foods	 that	 are
packaged	 and	 processed.	 But	 if	 you	 do	 eat	 a	 food	 that	 has	 a	 label,	 read	 the
Nutrition	 Facts	 before	 you	 buy	 it.	Keep	 in	mind	 that	 a	 product	 that	 claims	 to
have	 “reduced	 sodium”	 or	 be	 “light	 in	 sodium”	 may	 still	 contain	 very	 high
levels.	 These	 are	 the	 guidelines	 that	 food	 manufacturers	 must	 follow	 when
making	such	sodium	claims:

	
Sodium	Free—less	than	5	mg	per	serving

	
Very	Low	Sodium—35	mg	or	less	per	serving

	
Low	Sodium—140	mg	or	less	per	serving

	



Reduced	Sodium—at	least	25	percent	less	than	the	regular	product
	

Light	in	Sodium—at	least	50	percent	less	than	the	regular	product

SODIUM	CONTENT	OF	SAMPLE	FOODS

Since	natural	foods	do	not	contain	much	sodium,	where	does	all	this	salt	in
the	American	diet	(and	diets	around	the	world)	come	from?	It	turns	out	that	the



salt	you	add	at	the	table	or	during	cooking	is	just	the	tip	of	the	salt	block.	Only
about	 11	 percent	 of	 the	 salt	 in	 the	 SAD	 comes	 from	 salt	 added	 at	 home.
Processed	 and	 restaurant	 foods	 account	 for	 77	 percent,	 and	 the	 remaining	 12
percent	occurs	naturally	in	foods.	Processed	foods	can	contain	1,000	milligrams
(or	 more)	 of	 sodium	 per	 serving,	 and	 many	 typical	 restaurant	 meals	 contain
2,300–4,600	milligrams!32

It’s	 not	 just	 the	 usual	 fast-food	 villains	 that	 are	 piling	 on	 the	 sodium;
seemingly	 innocent,	healthy	foods	can	be	part	of	 the	problem,	 too.	One	cup	of
canned	 vegetable	 broth	 can	 provide	 940	 milligrams	 of	 sodium,	 and	 1	 cup	 of
canned	beans	can	 rack	up	770	milligrams.	Two	 tablespoons	of	 Italian	dressing
on	 your	 salad	 adds	 486	 milligrams,	 and	 1	 cup	 of	 regular	 pasta	 sauce	 could
include	 1,100	milligrams.	 (See	 table	 on	 the	 previous	 page	 for	 other	 foods	 and
low-sodium	options.)

Sodium	levels	vary	widely	across	brands	for	the	same	product.	Some	brands
have	50–200	percent	more	sodium	than	their	competitors.	The	“same”	product,
marketed	 in	 different	 countries,	 will	 also	 have	 different	 sodium	 levels.	 For
instance,	 a	 publication	 of	 the	 Center	 for	 Science	 in	 the	 Public	 Interest	 called
“Salt:	The	Forgotten	Killer”	pointed	out	that	Nabisco	saltines	sold	in	the	United
States	have	40	percent	more	sodium	per	serving	than	those	sold	in	Canada.33

Why	 are	 processed	 foods	 so	 loaded	 with	 sodium?	 Because	 salt	 heightens
flavor,	reduces	bitterness,	and	enhances	sweetness.	Salt	is	perfect	for	processed
foods.	It	is	cheap,	it	keeps	foods	from	becoming	discolored,	and	it	extends	shelf
life.	 It	 also	 binds	water	 and	makes	 foods	weigh	more,	 so	 you	 sometimes	 pay
more	for	a	heavier	package.34

When	food	companies	conduct	consumer	research,	they	find	that	unless	their
food	 products	 are	 salty	 enough,	 people	 do	 not	 like	 the	 way	 they	 taste.	 As
consumers,	we	have	gotten	used	to	higher	and	higher	levels	of	salt.	After	years
of	 exposure	 to	 high-salt	 foods,	 our	 taste	 buds	 have	 lost	 their	 sensitivity	 to
sodium,	and	we	have	lost	some	of	our	ability	to	taste	other	subtle	flavors	in	real
food.	 Therefore,	 we	 find	 that	 all	 food	 tastes	 too	 bland	 unless	 it	 is	 oversalted.
Everything	 tastes	 flat	 to	 a	 population	 that	 heavily	 salts	 their	 food,	 demands
packaged	foods,	and	consumes	restaurant	meals	that	contain	lots	of	salt.

Salt,	Strokes,	and	Other	Health	Problems

A	heart-healthy	diet	and	low	cholesterol	can	increase	risk	of	hemorrhagic
stroke.



stroke.

There	are	two	types	of	stroke:	ischemic	or	embolic	strokes	caused	by	clots,	and
hemorrhagic	strokes,	typically	more	devastating,	caused	by	a	broken	vessel	that
bleeds	into	brain	tissue.	Ischemic	strokes	are	like	heart	attacks	of	the	brain	and
are	related	to	our	atherosclerosis-promoting	dietary	habits,	but	 the	hemorrhagic
stroke	can	occur	with	little	or	no	atherosclerosis	present.

In	fact,	hemorrhagic	strokes	occur	more	frequently	in	people	who	have	low
cholesterol.	They	are	much	more	common	in	Asia	because	of	that	population’s
high	 salt	 consumption.	 The	 combination	 of	 high	 salt	 and	 low	 saturated	 fat	 is
highly	 related	 to	 hemorrhagic	 strokes.	 For	 example,	 in	 Japan	 hemorrhagic
strokes	were	found	 to	be	 three	 times	more	common	in	people	with	 total	serum
cholesterol	 levels	 less	 than	 160	 mg/dl	 compared	 with	 those	 who	 had	 higher
levels,	even	 though	 the	higher	 levels	were	associated	with	an	 increased	 risk	of
ischemic	stroke.35

High	salt	consumption	may	also	be	potentially	more	dangerous	 for	vegans,
vegetarians,	 and	 those	 who	 have	 “earned”	 a	 low	 cholesterol	 because	 of	 their
careful	 diets.	 We	 know	 that	 high	 cholesterol	 levels	 are	 associated	 with	 an
increased	risk	of	coronary	heart	disease.	But	at	very	low	cholesterol	 levels,	 the
risk	of	hemorrhagic	stroke	increases	as	the	risk	of	heart	attack	decreases.

Studies	 have	 suggested	 that	 low	 serum	 cholesterol	 could	 enhance	 the
vulnerability	 of	 small	 intraparenchymal	 cerebral	 arteries	 and	 lead	 to	 the
development	 of	 stroke	 in	 the	 presence	 of	 hypertension.36	The	 plaque-building
process	 that	 results	 in	 atherosclerosis	 and	 premature	 death	 may	 in	 some	 way
protect	 the	 fragile	 blood	 vessels	 in	 the	 brain	 from	 rupture	 caused	 by	 years	 of
high	blood	pressure.

That	said,	there	is	a	very	simple	solution	to	this	issue,	and	that	is	to	keep	salt
intake	 relatively	 low	 so	 a	 hemorrhagic	 stroke	 becomes	 almost	 impossible	 to
happen.	However,	 a	 person	who	 is	 vegan,	 or	 near-vegan,	 and	 is	 consuming	 a
very	 high-salt	 diet	 could	 be	 at	 a	 significantly	 increased	 risk	 of	 hemorrhagic
stroke,	 especially	 since	 that	 person	will	 often	 live	 longer	 and	 not	 have	 a	 life-
ending	heart	attack	first.	To	protect	against	heart	attacks,	 ischemic	strokes,	and
hemorrhagic	(bleeding)	strokes,	we	must	radically	curtail	salt	consumption	as	we
eat	a	cardioprotective	diet.

And	there’s	even	more	bad	news	about	salt.
In	addition	to	hypertension,	excess	salt	intake	may	be	related	to	other	health

problems.	As	we’ve	already	seen,	salt	increases	the	body’s	excretion	of	calcium,



which	 could	 lead	 to	 loss	 of	 bone	mass	 and	 osteoporosis.37	Diets	 high	 in	 salt
appear	to	cause	higher	rates	of	infection	with	Helicobacter	pylori,	the	bacterium
that	causes	stomach	ulcers.	Salt	has	also	been	shown	to	be	associated	with	higher
rates	of	stomach	cancer.38	In	addition,	numerous	studies	have	shown	salt	to	be
associated	 with	 asthma;	 a	 reduction	 in	 salt	 intake	 can	 improve	 breathing.39
Some	of	these	studies	seem	to	indicate	that	salt	has	a	stronger	negative	effect	on
the	lungs	of	boys.40

There	is	good	reason	to	call	salt	“the	forgotten	killer.”	Although	it	is	easy	to
get	distracted	with	other	diet-related	topics	that	dominate	the	headlines,	it	is	vital
to	be	aware	that	high	sodium	levels	can	be	deadly.	Eating	a	healthy,	plant-based
diet	composed	of	unprocessed	whole	foods—without	salt—is	the	best	protection
we	have.

Add	Flavor—By	Reducing	Salt
The	 natural	 flavor	 of	 food	without	 added	 salt	 is	 an	 acquired	 taste.	 It	may	 not
happen	immediately,	but	your	taste	preferences	will	change	and	you	will	learn	to
prefer	food	without	salt.

Be	creative	and	use	other	flavoring	agents.	Try	herbs,	spices,	onion,	roasted
and	raw	garlic,	lemon	or	lime	juice,	vinegar,	or	(salt-free)	lemon	pepper	to	add
flavor.	 Experiment	 with	 fresh	 herbs	 and	 not	 merely	 the	 dried	 versions.	 Fresh
mint,	 cilantro,	 and	 dill	 add	 interesting	 flavors.	 I	 use	 many	 types	 of	 salt-free
herbal	 seasoning	 blends,	which	 are	widely	 available	 in	 both	 supermarkets	 and
specialty	stores.	Condiments	such	as	ketchup,	mustard,	soy	sauce,	teriyaki	sauce,
and	 relish	are	high	 in	 sodium,	 so	 read	 the	 labels,	 choose	 low-sodium	versions,
and	use	them	sparingly	to	keep	salt	intake	down.

You	can	enhance	the	flavor	of	vegetable	dishes	without	adding	salt.	Here	are
some	good	combinations	of	veggies	and	herbs/spices	suggested	by	the	Palo	Alto
Medical	Foundation:41

	
Asparagus:	Garlic,	lemon	juice,	and	vinegar

	
Corn:	Pepper,	green	pepper,	pimiento,	and	fresh	cilantro

	
Cucumbers:	Dill	weed,	chives,	and	vinegar



	
Green	 beans:	 Lemon	 juice,	 marjoram,	 dill	 weed,	 nutmeg,	 pepper,	 and
oregano

	
Greens:	Onion,	garlic,	pepper,	and	vinegar

	
Peas:	Mint,	pepper,	parsley,	and	onion

	
Potatoes:	Dill,	parsley,	onion,	green	pepper,	chives,	and	pimiento

	
Squash:	Onion,	nutmeg,	ginger,	mace,	and	cinnamon

	
Tomatoes:	Basil,	garlic,	oregano,	marjoram,	and	onion

	
Try	making	your	own	seasoning	blend.	Here’s	an	example:	Mix	 together	1

teaspoon	 ground	 celery	 seed,	 1	 teaspoon	 crushed	 garlic,	 and	 the	 following
crushed	dried	herbs:	2½	teaspoons	marjoram,	2½	teaspoons	summer	savory,	1½
teaspoons	 thyme,	 and	 1½	 teaspoons	 dried	 basil.	You	 can	 also	 add	 dehydrated
onion,	oregano,	chili	powder,	cumin,	or	any	other	favorite	flavor.

The	 bottom	 line:	 A	 healthy	 diet,	 which	 includes	much	 less	 salt	 than	what
most	of	us	eat,	protects	us,	not	just	against	heart	disease,	but	against	most	other
chronic	diseases.	Hypertension,	diabetes,	angina,	and	strokes	are	not	natural	for
the	human	species;	rather,	 they	are	the	inevitable	outcome	of	all	 the	nutritional
stresses	we	put	on	our	bodies.



CHAPTER	SEVEN

Comparing	Cardioprotective	Diets

Besides	 my	 guidelines	 offered	 here	 and	 in	 my	 other	 books	 describing	 the
Nutritarian	diet,	several	other	dietary	guidelines	promise	to	prevent	heart	disease
through	 better	 nutrition	 such	 as	 the	U.S.	Department	 of	Agriculture	 (USDA)–
approved	DASH	diet	and	the	Mediterranean	diet.	Other	nutritional	experts	have
also	 offered	 plans	 with	 documented	 reversal	 of	 heart	 disease	 such	 as	 Nathan
Pritikin,	Dr.	Dean	Ornish,	 and	Dr.	Caldwell	Esselstyn.	All	 of	 these	 diets	 have
some	 basic—and	 beneficial—similarities,	 such	 as	 an	 emphasis	 on	 plant-based
nutrition	and	the	restriction	of	animal	products	and	oil.	But	some	of	these	diets
are	too	permissive	to	adequately	protect	your	health,	allowing	too	much	animal
products,	 oil,	 and	 sugar.	 Some	 of	 the	 diets	 needlessly	 forbid	 healthful	 foods,
such	 as	 nuts	 and	 seeds,	 and	 permit	 nutritional	 deficiencies.	 In	 this	 chapter	 I
examine	 some	 popular	 reasonable	 diets	 and	 compare	 their	 strengths	 and
drawbacks.

Preventing	 and	 reversing	 heart	 disease	with	 nutritional	 excellence	 is	 not	 a
theory;	 it	 is	 a	 proven	 modality	 with	 benefits	 that	 cannot	 be	 achieved	 with
medications	 or	 surgery.	 Only	 a	 diet	 consisting	 predominantly	 of	 whole	 plant
foods	 has	 been	 scientifically	 demonstrated	 to	 reverse	 heart	 disease	 and
potentially	remove	the	risk	of	future	cardiac	events,	as	documented	in	numerous
peer-reviewed	journals	(discussed	and	referenced	in	this	chapter).

I	 argue	 that	 nutritional	 excellence	 is	 powerfully	 effective,	 whereas	 drugs,
invasive	procedures,	and	surgical	interventions	are	marginally	effective	at	best—
and	 in	 many	 instances,	 they	 are	 harmful.	 Let’s	 put	 this	 in	 perspective	 by
comparing	 the	 effects	 of	 dietary	 interventions	 with	 the	 aggressive	 use	 of
cholesterol-lowering	drugs	(in	combination	with	the	more	moderate	or	standard
dietary	recommendations	from	the	American	Heart	Association).

The	 Reversal	 of	 Atherosclerosis	 with	 Aggressive	 Lipid	 Lowering
(REVERSAL)	study	was	a	double-blind	randomized	trial	comparing	the	effects



that	 two	 different	 statins,	 administered	 for	 eighteen	 months,	 had	 on
atherosclerotic	 burden,	 measured	 by	 intravascular	 ultrasound.1	 At	 thirty-four
centers	 in	 the	United	 States,	 654	 patients	were	 randomized	 to	moderate	 lipid-
lowering	 treatment	using	40	mg	pravastatin	or	 intensive	 treatment	with	80	mg
atorvastatin.

Changes	 in	 the	 burden	 of	 fatty	 plaque	 present	 inside	 the	 coronary	 arteries
(atheromas)	 showed	 a	 significantly	 lower	 progression	 rate	 in	 the	 intensive
treatment	 group.	 However,	 this	 study	 did	 not	 demonstrate	 regression	 of
atherosclerosis	in	either	group,	but	merely	the	slowing	of	progression	or	the	lack
of	progression	in	the	most	aggressively	treated	patients.

Let’s	 compare	 the	 results	 of	 the	 REVERSAL	 study	 with	 those	 seen	 in
patients	undergoing	 intensive	dietary	 therapy.	We’ll	 see	 that	 dietary	 therapy	 is
more	effective	and	definitively	shows	the	reversal,	not	merely	the	reduction,	of
progression.	Dietary	therapy	also	shows	a	heightened	degree	of	protection	from
future	cardiac	events	compared	with	aggressive,	conventional	cardiology	care	or
drug	therapy.

Let’s	 look	 at	 the	 studies	 on	 nutrition	 and	 lifestyle	 for	 the	 reversal	 of	 heart
disease,	 the	effectiveness	 reported	 from	such	 interventions,	and	 the	 similarities
and	differences	of	the	various	approaches.	My	clinical	experience	over	the	past
twenty-five	 years	 is	 also	 important	 because	 the	 nutritional	 reversal	 of	 heart
disease	and	diabetes	has	been	my	full-time	specialty.

I	 have	 experience	 with	 thousands	 of	 patients	 who	 have	 reversed	 their
cardiovascular	 disease.	 I	 have	 treated	 thousands	 of	 people	 with	 high	 blood
pressure,	diabetes,	and	advanced	heart	disease.	These	people	have	demonstrated
that	when	a	treatment	plan	that	combines	nutritional	excellence	and	appropriate
exercise	is	applied	in	a	private	practice	setting,	the	results	are	profound.	We	can
effectively	cure	these	medical	problems	and	significantly	extend	life.	Only	a	few
physicians	in	the	United	States	have	had	this	long-standing,	cumulative	clinical
experience	in	successfully	applying	these	methods.

This	emphasis	on	curing	medical	problems	through	nutritional	excellence	is
not	“alternative	medicine,”	nor	is	it	integrative	medicine.	Emphasizing
nutritional	excellence	is	progressive	medicine;	it	is	correct	medicine.

CASE	HISTORY:	PROOF	FROM	A	PATIENT

I	 had	 two	 heart	 attacks,	 one	 in	 October	 1999	 and	 the	 other	 in	 September



2000;	stented	both	times.
I	was	on	 lots	of	different	medications	over	 the	years,	 typically	 two	 for

high	 blood	 pressure,	 a	 statin	 for	 high	 cholesterol,	 a	 proton-pump	 inhibitor
for	 heartburn,	 and	 aspirin.	 My	 weight	 fluctuated	 between	 200	 and	 215
pounds	 during	 thirteen	 years	 when	 I	 also	 suffered	 from	 kidney	 stones,
hernia,	 enlarged	 prostate,	 indigestion,	 joint	 pains,	 and	 blurred	 vision	 as	 a
result	of	medication	side	effects.	In	2009,	my	lipid	profile	off	statins	showed
cholesterol	of	307,	triglycerides	of	499,	and	HDL	of	30.

In	the	fall	of	2012	at	the	age	of	69	I	read	all	of	Dr.	Fuhrman’s	books	and
watched	 lots	 of	 his	 DVDs	 and	 started	 the	 Nutritarian	 diet.	 It	 worked	 so
effectively	I	was	able	to	stop	all	the	medications	six	weeks	after	I	started	the
program.	Now	all	my	pains	and	medical	problems	are	gone,	and	I	don’t	need
medications	 for	my	 heart,	 cholesterol,	 or	 high	 blood	 pressure.	 I	 lost	more
than	 50	 pounds	 and	 now	 weigh	 148.	 My	 wife	 also	 lost	 35	 pounds	 and
transformed	her	health	too.	My	total	cholesterol	in	September	2014	was	168,
LDL	 111,	 triglycerides	 86,	 and	 HDL	 48.	 My	 blood	 pressure	 runs	 about
120/65.	I	use	no	medications.

Jim	Alfieri

Dietary	intervention	is	lifestyle	medicine.	Unfortunately,	patient	care	should
have	 been	 at	 this	 place	 long	 ago.	 I	 hope	 that	 in	 the	 near	 future,	 dietary
intervention	becomes	the	norm.	This	is	where	medicine	would	go	if	it	were	not
driven	by	 financial	 incentives,	 if	 it	were	not	 influenced	by	 social	 and	political
forces	 that	 focus	 on	 fueling	 profits	 and	 favor	 the	 status	 quo.	 Of	 course,
everybody	 is	 enthralled	 with	 high-tech	 medical	 science	 and	 places	 it	 on	 an
undeserved	pedestal,	even	when	it	is	not	very	effective.

In	this	chapter	I	aim	to	establish	the	gold	standard	of	dietary	intervention	for
heart	patients.	The	 right	diet	 is	paramount	 in	maximizing	 the	years	of	 life	you
can	 enjoy.	 I	 review	 the	 dietary	 features	 required	 for	 effective	 prevention	 and
treatment	of	heart	disease	and	address	again	some	unfavorable	dietary	trends	and
claims.	 I	 then	 look	at	various	diets	with	reported	benefits	 to	 the	cardiovascular
system	 to	 analyze	 their	 effectiveness,	 strengths,	 and	 weaknesses.	 This	 is	 an
important	 preliminary	 step	 before	 I	 explain	 the	 ideal	 way	 to	 eat	 to	 reverse
disease.

It	 is	 important	 to	 remember	 that	 only	 plant	 foods	 contain	 antioxidants	 and
phytochemicals	and	have	anti-inflammatory	effects.	And	we	have	 to	 recognize



that	certain	plant	foods,	such	as	raw	vegetables,	are	more	anti-inflammatory	than
others.	 These	 protective	 effects	 are	 essential	 for	 reversing	 heart	 disease;
therefore,	these	foods	need	to	be	emphasized.

High	Protein	Means	High	Death	Rates
All	 cardioprotective	 diets	 must	 be	 rich	 in	 nutritional	 factors	 from	 plants	 that
enable	 cellular	 repair	 and	 reduce	 inflammation.	 Furthermore,	 they	 all	must	 be
considerably	lower	in	animal	products	or	be	vegan	because	many	studies	show
that	animal	products	promote	heart	disease.2

We	have	already	discussed	the	2012	study	(referenced	above)	that	followed
forty-three	thousand	women	for	an	average	of	15.7	years	and	found	a	60	percent
increased	 risk	 of	 cardiovascular	 events	 in	 those	 adhering	 to	 a	 low-carb,	 high-
protein	dietary	pattern.

The	 researchers	 also	 documented	 a	 gradual	 and	 persistent	 increase	 in	 the
subjects’	risk	of	developing	cardiovascular	disease	or	suffering	cardiac	death	as
the	 consumption	 of	 animal	 products	 increased	 and	 the	 consumption	 of
carbohydrates	decreased.

I	mention	this	again	here	because,	so	frequently,	false	claims	are	made	that
high-protein	 diets	 offer	 cardiovascular	 and	 metabolic	 benefits.	 A	 promoter	 of
this	 type	of	 high-protein	 diet	may	 reference	 a	 study	 showing	weight	 reduction
and	 the	 resultant	 lowering	of	cholesterol	 (mostly	 from	 the	exclusion	of	 refined
carbohydrates).	 But	what	 they	 can’t	 show	 is	 a	 reversal	 of	 atherosclerosis	 or	 a
lowering	rate	of	death	from	cardiovascular	disease	after	subjects	follow	a	diet	in
which	 animal	 products	 are	 consumed	 excessively,	 even	 if	 the	 diet	 doesn’t
include	any	refined	carbohydrates.	The	point	of	bringing	this	up	again	is	to	make
sure	 you	 understand	 that	 heart	 attack	 incidence	 increases	 gradually	 as	 the
consumption	of	animal	products	increases	gradually.	So	even	moderate	amounts
of	animal	products	increase	cardiovascular	death	and	can	prevent	the	reversal	of
present	atherosclerosis.

No	 study	 has	 ever	 shown	 that	 a	 diet	 with	 a	 significant	 amount	 of	 animal
product–based	 foods	can	 reverse	atherosclerosis—and	no	study	ever	will	 show
that.	Too	much	evidence	demonstrates	the	opposite.

Not	even	a	case	series	of	a	small	number	of	individuals	on	a	Paleo,	or	animal
protein–based,	diet	 has	 ever	 shown	a	 reversal	 of	 advanced	heart	 disease.	Even
though	hundreds	of	books	are	written,	lots	of	big	words	are	thrown	around,	and
lots	of	 claims	are	made	 to	 the	contrary,	 it	 is	 all	 just	hot	 air.	These	meat-based



diets	are	the	problem,	not	the	solution.	Just	as	our	discussion	in	the	last	chapter
of	all	the	boutique	salts	that	have	appeared	on	the	market	concluded	that	salt	is
salt,	 the	 same	 is	 true	 of	 meats—lean,	 grass-fed,	 free-range,	 or	 wild—meat	 is
meat.	And	this	holds	true	when	we	consider	the	supposed	“benefits”	of	meat	for
cancer	prevention,	too.

When	 presented	 with	 overwhelming	 evidence	 that	 diets	 high	 in	 meat	 and
animal	 fat	are	dangerous,	 the	Paleo	crowd	sometimes	 responds	by	denying	 the
evidence.	 Paleo	 proponents	 argue	 that	 the	 dangers	 are	 associated	 only	 with
consumption	of	 commercial	meat,	 not	wild	 or	 pasture-fed	 animals.	This	 is	 not
true.

Much	of	the	research	showing	the	risks	of	having	too	much	animal	products
in	the	diet	is	based	on	studies	of	hundreds	of	different	countries	and	populations,
especially	 low-and	middle-income	populations	 that	 tend	 to	 eat	 naturally	 raised
animal	 products.3	 Countries	 with	 populations	 that	 consume	 mostly	 grass-fed
animals	 still	 have	 among	 the	 highest	 rates	 of	 heart	 disease	 and	 cancer	 in	 the
world.

Uruguay,	home	of	 the	gaucho,	 is	a	country	where	people	are	 renowned	for
their	skills	 in	raising	cattle.	 It	 is	one	of	 the	world’s	 top	consumers	of	 red	meat
per	capita—and	also	stands	out	as	having	one	of	the	highest	cancer	rates	in	the
world.4	Australia	is	another	example	of	a	country	with	very	high	rates	of	cancer
and	 heart	 disease;	 nonetheless,	 most	 people	 in	 Australia	 eat	 meat	 only	 from
grass-fed	animals—more	 than	70	percent	of	 the	meat	 is	 from	cattle	 that	 spend
their	lives	grazing.	In	fact,	the	United	States	imports	much	of	its	supply	of	grass-
fed	meat	from	Australia.

The	point	is	this:	Natural	animal	products	may	be	a	touch	safer	than	products
from	animals	raised	differently,	and	certainly	it	makes	sense	to	eat	cleaner,	more
natural	 sources	 for	 the	 smaller	 amounts	 of	 animal	 products	 that	 you	 might
consume.	But	 to	 achieve	optimal	health,	 there	 is	no	 escaping	 the	 fact	 that	you
must	 significantly	 reduce	 or	 eliminate	 the	 consumption	 of	 animal	 products,
whether	naturally	raised	or	not.

Even	primitive	 cultures	with	diets	high	 in	 animal	products	 and	 (obviously)
no	 processed	 foods,	 sweets,	 or	 trans	 fats	 show	 early	 development	 of	 heart
disease.	For	example,	in	the	Horus	study,	the	mummified	remains	and	arteries	of
four	ancient	populations	were	examined,	 including	 the	Unangan	hunters	of	 the
Aleutian	 Islands.	 The	 examination	 of	 the	 Unangan	 remains	 identified	 severe
atherosclerosis.	 This	 was	 highly	 significant,	 especially	 given	 the	 relatively



young	age	of	 death	noted	 in	 the	 remains.5	Other	 scientific	 investigations	have
documented	 the	 fact	 that	 evidence	does	not	 support	 the	often-touted	myth	 that
populations	 that	 eat	 high	 amounts	 of	 fish	 and	meat	 have	 a	 lower	 rate	 of	 heart
disease,	stroke,	and	cancer.	Facts	regarding	the	Inuit	people	show	that	they	had
an	unusually	high	rate	of	strokes	and	typically	died	young.6

The	 Mongols,	 another	 population	 that	 eats	 a	 large	 amount	 of	 meat,	 were
noted	 to	develop	a	much	higher	 rate	of	heart	disease	compared	with	people	 in
parts	 of	 China.	 Advanced	 atherosclerosis	 showed	 up	 at	 an	 early	 age,	 and
researchers	 also	 noted	 increased	 nervous	 disorders,	 hardening	 of	 the	 kidneys,
and	cholesterol	deposits	in	the	eyes,	even	in	the	young.7

By	 comparison,	 populations	 that	 based	 their	 diets	 on	 natural	 plant	 foods,
such	as	the	Tarahumara	Native	American	people	of	Mexico	and	the	Africans	in
Uganda	 in	 the	 first	 half	 of	 the	 twentieth	 century,	 as	 well	 as	 numerous	 rural
societies	 in	Africa,	were	 found	 to	be	 free	of	heart	disease.8	The	popular	Paleo
diet	 craze	 is	wishful	 thinking	 for	meat	 lovers.	 It	 is	 a	 hypothesis	 that	 does	 not
hold	up	to	scientific	scrutiny.

Even	more	ominous	 for	meat	 lovers	 are	more	 recent	 studies	 that	 looked	 at
large	 populations	 and	 tracked	 participants	 for	 many	 years—adding	 to	 the
accuracy	of	the	results.	In	particular,	a	landmark	study	published	in	2014	tracked
six	thousand	people	in	the	50–65	age	range	for	eighteen	years.	When	comparing
the	 highest	 and	 lowest	 quartiles	 of	 animal	 protein	 consumption,	 researchers
found	that	participants	consuming	the	higher	amount	had	a	75	percent	increased
risk	of	death	and	a	fourfold	increased	risk	of	cancer.9

Let’s	stop	for	a	moment	and	reflect	on	this	finding.	This	is	a	life-and-death
choice	we	are	discussing.

Thousands	 of	 studies	 have	 now	 documented	 health	 risks	 from	meat-heavy
diets.	These	risks	cannot	be	ignored—a	point	made	by	scientists	from	the	World
Cancer	Research	Fund	(WCRF)	and	the	American	Institute	for	Cancer	Research
(AICR).	 These	 organizations	 systematically	 analyzed	more	 than	 one	 thousand
studies	and	confirmed	that	diets	low	in	fibrous	plant	foods	and	high	in	meat	were
linked	to	bowel	cancer.	As	a	result,	the	WCRF/AICR	Continuous	Update	Project
(CUP)	 came	 out	 with	 firm	 recommendations	 for	 people	 to	 consume	 a	 whole-
food,	plant-rich	diet.10

Vegetables	Repair,	Restore,	and	Heal	the	Body



The	 more	 vegetables	 eaten	 as	 a	 percentage	 of	 total	 calories,	 the	 more	 the
protection	against	heart	disease	and	strokes.	Hundreds	of	studies	document	this
effect,	and	I	focus	on	a	few	here	that	show	this	strong	relationship.

One	such	study	followed	a	random	sample	of	more	than	sixty-five	thousand
people	in	England	and	found	that	vegetables	had	the	strongest	protective	effect,
with	 each	 daily	 portion	 reducing	 overall	 risk	 of	 death	 by	 16	 percent.	 Salad
contributed	to	a	13	percent	risk	reduction	per	portion,	and	each	portion	of	fresh
fruit	was	associated	with	a	smaller,	but	still	significant,	4	percent	reduction.	“We
all	know	that	eating	fruit	and	vegetables	is	healthy,	but	the	size	of	the	effect	 is
staggering,”	wrote	Dr.	Oyinlola	Oyebode,	lead	author	of	the	study.11

The	clear	message	here	is	that	the	more	fruit	and	vegetables	you	eat,	the	less
likely	you	are	to	die	prematurely	at	any	age.	Vegetables	have	a	larger	effect	than
fruit,	but	fruit	still	makes	a	substantial	difference.

Other	 studies	 have	 repeatedly	 shown	 the	 same	 thing:	 The	 higher	 the
percentage	of	vegetables	in	the	diet	(and	to	a	lesser	degree,	fruit),	the	lower	the
risk	of	death	and	 the	more	 life	span	 is	enhanced.	Three	 relevant	meta-analyses
reviewed	 the	 protection	 available	 against	 heart	 attacks,	 strokes,	 cancers,	 and
overall	life	span	with	this	dietary	emphasis.12

Collectively,	 these	meta-analyses	reviewed	a	 large	number	of	other	studies,
which	contain	hundreds	of	 thousands	of	 individual	cases	and	almost	a	hundred
thousand	 deaths,	 to	 conclusively	 document	 the	 inverse	 association	 between
cardiovascular	 death	 and	 vegetable	 consumption.	 However,	 they	 also	 showed
that	 consumption	 of	 a	 large	 amount	 of	 these	 foods	 is	 required	 for	 substantive
benefits.	Three	servings	a	day	of	fruits	and	vegetables	is	inadequate,	but	five	or
more	servings	a	day	can	powerfully	reduce	the	high	prevalence	of	cardiovascular
illness	in	the	modern	world.

Obviously,	 as	 portions	 of	 fruits,	 vegetables,	 beans,	 mushrooms,	 whole
grains,	nuts,	 and	 seeds	 increase	 in	a	person’s	diet,	portions	of	 animal	products
decrease	 accordingly.	 It	 is	 the	 combination	 of	 increased	 plants	 and	 decreased
animal	 products	 that	 synergistically	 offers	 the	 highest	 degree	 of	 protection.
Predictable	 reversal	of	disease	requires	nutritional	excellence,	so	when	you	are
going	for	reversal,	you	have	to	go	almost	all	the	way	to	see	consistent	benefits.
You	will	see	what	this	looks	like	in	the	coming	chapters.

Animal	Products	as	a	Percentage	of	Total	Calories	and	as	a	Factor	in	Disease
Promotion



Assume	 for	 a	minute	 that	 all	 plant	 foods	 you	 eat	 are	 unrefined,	 whole	 foods.
Then	 we	 can	 use	 the	 scientific	 data	 to	 devise	 a	 relationship	 between	 the
percentage	of	plant	food	versus	animal	food	you	eat	and	your	risk	of	developing
cardiovascular	disease.	Higher	amounts	of	animal	products	equate	to	higher	risk.

You	can	use	your	personal	food	preferences	and	aversion	to	risk	to	choose	a
preferred	 level.	Although	 I	may	 think	 it	 is	 foolish	 to	 take	 a	 risk	with	 the	 one
body	we	are	given,	I	nevertheless	recognize	that	this	is	a	personal	choice.	Keep
in	mind	that	you	need	to	keep	animal	product	intake	to	levels	below	5	percent	of
total	calories	to	assure	the	reversal	of	disease.

Percent	Animal	Product	+	Percent	Plant	Product	=	100%	of	Calories

RISK	LEVEL PERCENT	ANIMAL
PRODUCT

PERCENT	PLANT
PRODUCT

Disease	reversal 0–5 95–
100

Disease	prevention 6–
15

94–
85

Moderate	risk 16–
25

84–
75

High	risk 26+
74
or

less

The	 information	 in	 the	 chart	 and	graph	 (next	 page)	 reflects	my	decades	 of
clinical	 experience	 in	 this	 field	 and	 my	 review	 of	 hundreds	 of	 studies	 that
demonstrate	 this	 relationship.	Most	 of	 the	 supportive	 studies	 are	 referenced	 in
this	book.

Of	 course,	 not	 all	 unrefined	 plant	 foods	 are	 created	 equal	 or	 are	 of	 equal
benefit,	and	not	all	animal	products	are	of	equal	detriment.	For	example,	green
vegetables	 have	 features	 that	 reduce	 inflammation	 and	 accelerate	 disease
reversal.13	And	certain	animal	products,	such	as	commercial	beef	and	processed
meats,	 are	 more	 disease-promoting	 in	 our	 diets	 than	 others,	 such	 as	 frogs,
salamanders,	sardines,	snakes,	and	wild	salmon.

CARDIOVASCULAR	RISK	LEVEL	ESTIMATE



What	 this	graph	demonstrates	visually	 is	 the	opportunity	of	 choice.	People
who	want	to	ensure	the	highest	probability	of	excellent	results	can	remain	within
the	most	favorable	range.	Those	with	a	higher	degree	of	genetic	risk	or	who	have
already	 developed	 signs	 of	 cardiovascular	 compromise	 can	 make	 the	 right
choice,	recognizing	that	consuming	animal	products	is	only	one	variable	of	risk
(and	of	course	this	graph	is	based	on	an	assumption	of	average	genetic	risk).

This	is	a	graphic	representation	of	the	continuum	of	gradually	increasing	risk
with	a	higher	percentage	of	 calories	 from	animal	 food	 in	 the	diet,	 even	within
each	stratification.	This	means	that	a	person	with	a	higher	genetic	risk	may	need
to	stay	in	the	lower	range	within	the	category	to	achieve	that	degree	of	protection
or	 risk.	 Intake	 of	 all	 animal	 products	 is	 included	 here	 because	 diets	 higher	 in
animal	 protein	 are	 linked	 to	 higher	 degrees	 of	 inflammation,14	 and	 some	 of
these	 potentially	 negative	 effects	 result	 from	high	 consumption	 of	 all	 types	 of
animal	foods,	including	fish,	dairy,	and	eggs.

Wild	 fish	 would	 be	 a	 good	 choice	 if	 you	 want	 to	 use	 a	 small	 amount	 of
animal	products	in	your	diet;	however,	 the	issue	of	contamination	and	mercury
in	fish	is	still	a	concern.	Fish	and	nonfat	dairy	are	generally	lower	in	calories	per
ounce	 than	 other	 animal	 products.	 But	 because	 of	 the	 contamination	 factor	 in
fish	and	 the	promotion	of	 IGF-1	 from	egg	whites	and	dairy,	 I	 still	 recommend
that	all	animal	products	be	limited	to	these	low	levels	in	the	diet.	(See	Chapter
10	for	further	discussion	of	fish	and	seafood.)

I	still	believe	that	if	you	suffer	from	serious	cardiovascular	disease,	you	will
need	 to	 eat	 a	 completely	 vegan	 diet	 or	 something	 close	 to	 it	 to	maximize	 the
metabolic	 benefits	 of	 this	 eating	 style.	 However,	 most	 healthy	 people	 with



reasonably	 favorable	 genetics	 and	 without	 life-threatening,	 vulnerable	 plaque
can	 achieve	 excellent	 cardiovascular	 health	 throughout	 life	 and	 still	 be	 able	 to
eat	 a	 small	 amount	 of	 animal	 products	 in	 their	 diet.	 Five	 percent	 of	 animal
products	for	a	2,000-calorie	diet	is	about	8	to	10	ounces	a	week,	and	10	percent
of	 calories	 is	 about	 16	 to	 18	 ounces	 per	 week.	 So	 you	 can	 keep	 your	 intake
within	the	lowest	range	by	not	exceeding	about	one	small	2-to	3-ounce	serving
three	or	four	days	a	week.

Red	meats	have	about	100	calories	per	ounce,	and	lean	white	meats	and	fish
have	about	50	calories	per	ounce.	So	you	can	eat	a	bit	more	of	white	meats.

I	 generally	 instruct	 patients	 that	 if	 they	 are	 using	 a	 small	 amount	 of	meat,
poultry,	or	seafood	to	flavor	a	dish	one	evening,	they	should	make	the	next	day
completely	 vegan.	 Also,	 if	 they	 use	 a	 nonfat	 dairy	 product,	 such	 as	 an
unsweetened	yogurt	or	 ricotta	 filling	 in	a	dish,	 they	 should	not	have	any	other
animal	product	that	day	and	should	eat	a	completely	vegan	diet	the	next	day.	All
animal	products,	including	dairy	and	fish,	can	be	treated	the	same	way,	if	held	to
these	limitations.

And	yes,	you	must	eliminate	refined	carbohydrates	from	your	diet.
I	 chose	 animal	 products	 as	 the	 negative	 variable	 in	 the	 graph	 above	 rather

than	refined	carbohydrates	because	the	link	between	disease	and	high-glycemic,
refined	carbohydrates	and	commercial	baked	goods	 is	 so	strong	 that	 it	 is	not	a
source	of	controversy	or	debate.	To	put	it	bluntly,	you	would	have	to	be	insane
to	 eat	 such	 foods	 regularly,	 or	 to	 include	 them	 in	 this	 discussion	 of	 healthy
eating	for	cardiovascular	disease	reversal.

Refined	 carbohydrates,	 such	 as	 commercial	 baked	 goods	made	with	white
flour	 and	 sugar,	 need	 to	 be	 100	 percent	 gone	 from	 your	 world.	 This	 is	 just
something	 that	 you	 have	 to	 accept	 if	 you	 want	 to	 prevent	 and	 reverse	 heart
disease.	I	don’t	think	anyone	can	argue	that	cakes,	cookies,	pancakes,	and	white
bread	can	ever	be	health-promoting	foods.

As	we	have	already	seen,	agave	nectar,	honey,	maple	syrup,	rice	syrup,	raw
sugar,	and	fruit	juices	all	contain	a	glycemic	load	or	fructose	concentration	that
is	metabolically	 unfavorable.	 Fruit	 should	 be	 the	 only	 sweetener	 you	 use,	 but
you	should	still	limit	its	use.	You	should	have	a	maximum	of	one	or	two	fruits
with	meals,	and	unsulfured	dried	fruit	used	as	sweetener	should	be	limited	to	2
tablespoons	 a	 day.	 I	 have	 developed	 hundreds	 of	 fantastic	 desserts	 that	 meet
these	criteria,	some	of	which	are	featured	in	Chapter	9.	They	are	delicious	and
not	as	sweet	as	conventional	desserts.

Of	course,	there	are	always	those	nutritional	skeptics	who	deny	that	anything



we	eat	causes	heart	disease.	To	them,	bad	health	is	just	fate—not	salt,	not	butter,
not	cheese,	meat,	eggs,	or	sweets.	They	can	always	find	some	inconsistency	in
the	 data	 to	 explain	 away	 these	 confounding	 and	 complicated	 relationships,	 so
they	are	able	to	deny	everything	in	order	to	justify	the	diet	they	want	to	eat.

These	nutritional	skeptics	deny	the	validity	of	any	trial	result	 that	disagrees
with	 their	 preferred	 way	 of	 eating,	 despite	 careful	 studies	 being	 done	 by
thousands	 of	 dedicated	 nutritional	 scientists	 and	 the	 advancements	 that	 have
been	made	in	study	design	and	the	control	of	confounding	variables.	The	same
arguments	were	used	 for	decades	 to	deny	 the	danger	of	cigarette	 smoking;	 the
studies	were	never	good	enough	for	some	people	to	establish	with	certainty	the
causative	 relationship	 between	 smoking	 and	 lung	 cancer	 and	 other	 diseases.	 I
guess	we	have	to	accept	the	reality	that	not	everyone	can	be—or	wants	to	be—
helped,	so	we’ll	still	need	lots	of	cardiologists	to	treat	those	people.

Now	let’s	examine	some	of	the	most	popular	“heart	healthy”	diets.

The	DASH	Diet—Dietary	Approaches	to	Stop	Hypertension
The	 Dietary	 Approaches	 to	 Stop	 Hypertension,	 or	 DASH,	 diet	 has	 been
sponsored,	 promoted,	 and	 tested	 by	 the	U.S.	National	Heart,	Lung,	 and	Blood
Institute.	 Wow—it’s	 the	 only	 diet	 officially	 recommended	 by	 the	 U.S.
government,	so	 it	must	be	one	of	 the	best,	 right?	It	 is	said	 to	be	a	flexible	and
balanced	 eating	 plan	 based	 on	 research	 studies	 that	 show	 that	 it	 lowers	 blood
pressure.	As	a	result,	it	is	the	diet	program	most	recommended	by	physicians	and
cardiologists.

Much	like	the	Mediterranean	diet,	which	has	also	been	demonstrated	to	have
cardiovascular	 benefits,	 the	 so-called	 advantages	 of	 the	DASH	diet	 are	 shown
when	it	is	compared	with	the	SAD.	However,	you	don’t	buy	a	dilapidated	old	car
because	it	is	a	touch	better	than	a	junkyard	wreck.

Just	because	a	program	is	better	than	the	dangerous	way	most	Americans	eat
does	 not	 mean	 it	 is	 effective	 at	 reversing	 heart	 disease	 or	 offers	 maximum
protection	against	cardiovascular	death.	Certainly,	 this	diet	 is	much	better	 than
the	one	 that	most	Americans	eat,	but	 that	does	not	make	 it	 ideal.	Many	people
following	the	DASH	diet	still	are	needlessly	at	risk	of	heart	attacks	and	strokes
that	will	never	happen	if	they	are	advised	to	alter	their	diet	even	more.	If	you	are
currently	on	the	DASH	diet,	please	read	the	following	closely.

The	DASH	diet	 is	a	compromise	diet	 in	 the	right	direction,	and	could	have
population-wide	 benefits	 to	 reduce	 disease	 incidence	 somewhat.	 But	 its



limitations	exclude	it	from	being	able	to	reverse	atherosclerosis	 in	most	people
with	 advanced	 heart	 disease.	 The	 DASH	 diet	 is	 lower	 in	 sodium,	 sugar,	 and
animal	products	than	most	Americans	are	presently	eating,	but	it	still	permits	the
following:

Up	to	6	ounces	of	animal	products	per	day
	

3	ounces	of	dairy	products	per	day
	

1	tablespoon	of	white	sugar	a	day

And,	“if	you	have	trouble	digesting	dairy	products,”	proponents	advise,	“try
taking	 lactase	 enzyme	 pills	with	 these	 foods.	 These	 pills	 are	 available	 at	 drug
stores	and	grocery	stores.	You	also	can	buy	lactose-free	or	lactose-reduced	milk
at	the	grocery	store.”

In	other	words,	DASH	diet	proponents	strongly	promote	the	consumption	of
these	 foods	 that	have	been	 linked	 to	disease.	Dairy	products	have	been	closely
linked	 with	 a	 higher	 occurrence	 of	 prostate	 cancer	 and	 ovarian	 cancer	 in
numerous	studies.15	This	relationship	is	difficult	 to	deny.	The	strong	influence
that	the	dairy	industry	has	on	government	dietary	guidelines	seems	evident	in	the
development	of	this	diet.

The	 “Dietary	Guidelines	 for	Americans,	 2010”	 recommends	 that	 everyone
keep	 sodium	 intake	 below	 2,300	milligrams	 of	 sodium	 a	 day,	 and	 those	 with
high	 blood	 pressure	 reduce	 it	 further,	 to	 1,500	mg/day.16	 The	DASH-sodium
study	showed	that	participants	who	kept	their	sodium	below	1,500	mg/day	were
able	to	reduce	their	blood	pressure	by	an	average	of	8.9	mmHg.17	It	is	only	this
low-sodium	version	of	the	DASH	diet	that	showed	these	benefits,	compared	with
the	control	diet	that	had	a	high	sodium	level.	The	low-sodium	(1,500	mg/day	or
less)	DASH	diet	led	to	a	mean	systolic	blood	pressure	that	was	7.1	mmHg	lower
in	participants	without	hypertension	and	11.5	mmHg	lower	in	participants	with
hypertension.	This	is	a	significant	benefit	if	expanded	to	societal	proportions	and
could	save	millions	of	life	years	and	billions	of	dollars	in	needless	medical	costs.
But	this	still	does	not	make	the	DASH	diet	the	gold	standard.

The	DASH	diet	may	lower	cholesterol	a	bit	and	reduce	blood	pressure	about
10	points	 in	people	who	had	been	eating	a	much	worse	diet,	but	 it	 is	a	 far	cry
from	 excellence.	 The	 too-liberal	 use	 of	 animal	 products	 limits	 the	 potential
benefits	 of	 this	 diet.	 To	 my	 knowledge,	 not	 even	 one	 case	 of	 heart	 disease



reversal	 has	 ever	 been	 recorded	 with	 this	 program.	 By	 comparison,	 the
Nutritarian	approach	has	been	shown	to	lower	blood	pressure	an	average	of	25
points,	 not	 7	 to	 10	 points,	 and	 that	 25-point	 drop	 was	 accompanied	 by	 a	 60
percent	 reduction	 in	medication	use.18	And	 there	 are	hundreds	of	documented
cases	of	heart	disease	reversal	as	well.

The	common	feature	of	all	diets	that	are	effective	in	lowering	blood	pressure,
lowering	 cholesterol,	 and	 reversing	heart	 disease	 is	 that	 each	one	 is	 composed
(predominantly)	of	unrefined	plant	foods.	When	the	glycemic	effect	of	the	plant
choices	and	the	micronutrient	density,	food	diversity,	and	caloric	density	are	all
considered,	and	adjusted	to	be	favorable,	the	benefits	can	be	maximized.

Some	of	you	might	be	asking	at	 this	point:	How	do	 I	 eat	 if	 I	 already	have
high	 blood	 pressure,	 high	 cholesterol,	 and	maybe	 even	 a	 significant	 burden	 of
atherosclerosis	and	chest	pain?

The	 answer	 is	 this:	 Moderation	 does	 not	 work	 and	 will	 not	 reverse	 your
condition;	 therefore,	 moderation	 can	 kill.	 Although	 a	 few	 servings	 of	 animal
products	 a	 week,	 or	 a	 few	 servings	 of	 white	 rice	 or	 white	 bread	 may	 not
significantly	increase	the	risk	of	premature	death	in	a	healthy	individual,	if	you
have	a	 significant	disease	burden,	 these	minor	deviations	 from	an	optimal	diet
could	retard	the	reversal	that	is	possible.	You	want	to	take	no	chances	and	accept
no	compromises.	Why	gamble	with	your	life?

A	few	other	well-known	diet-styles	have	been	shown	to	prevent	and	reverse
heart	 disease	 and	 are	 far	more	 effective	 than	 the	DASH	diet.	 They	 have	 been
documented	 to	 be	 effective	 and	 excellent	 choices,	 and	 they	 are	 all	 rich	 in
unrefined	plant	foods.

Reviewing	the	details	of	each	approach	and	examining	their	similarities	and
minor	differences	is	a	useful	exercise	in	understanding	the	important	principles,
pros,	 and	 cons	 of	 each.	 Remember:	 All	 of	 these	 dietary	 approaches	 are
dramatically	more	 effective	 than	 standard	medical	 care,	which	 emphasizes	 the
use	 of	 drugs	 and	medical	 interventions.	 These	 nutritional	 approaches	 are	 also
significantly	more	effective	than	the	watered-down	DASH	diet.	The	best	part	is
that	 the	 physicians	 using	 these	 approaches	 have	 routinely	 seen	 their	 patients
recover	from	serious	CAD.

The	Dean	Ornish	Dietary	Approach
Dr.	Dean	Ornish	 takes	 the	DASH	diet	a	big	step	 farther	with	 the	message	 that
eating	fat	makes	you	fat	and	can	hinder	the	results	you	want	to	achieve	through



diet.	 He	 reduces	 animal	 products	 more	 significantly	 and	 therefore	 is	 able	 to
incorporate	more	plant	foods.	Even	though	Ornish	permits	one	serving	of	nonfat
milk	or	yogurt	and	one	serving	of	egg	whites	daily,	many	of	his	devotees	find	it
just	simpler	to	go	all	the	way	to	a	vegan	or	near-vegan	diet.

I	 consider	Dr.	Ornish’s	 scientific	 accomplishments	 to	 be	 revolutionary	 and
historical.	He	was	 the	 first	 to	demonstrate	 that	 lifestyle	medicine	can	be	much
more	 powerful	 than	 drugs	 and	 surgery	 and	 that	 heart	 disease	 was	 not	 just
preventable,	 but	 reversible.	 Ornish	 demonstrated	 effectiveness	 even	 with	 the
sickest	 patients.	 Dr.	 Ornish	 and	 his	 team	 then	 went	 on	 to	 show	 that	 dietary
excellence	 can	 affect	 the	 progression	 of	 early-stage	 prostate	 cancer,	 which	 in
some	cases	may	be	reversed.19

In	his	book	The	Spectrum:	A	Scientifically	Proven	Program	to	Feel	Better,
Live	Longer,	Lose	Weight,	and	Gain	Health,	Ornish	describes	 the	sickest	heart
patients,	 those	 waiting	 for	 a	 heart	 transplant,	 who	 improved	 so	 much	 by
following	his	diet	plan	that	they	no	longer	needed	a	transplant.	Ornish	says	that
within	a	year	of	starting	his	program	of	lifestyle	changes,	“even	severely	blocked
arteries	 became	 less	 blocked,”	 and	 after	 five	 years	 “there	 was	 even	 more
reversal.”	Remember,	under	the	care	of	a	conventional	cardiologist,	all	patients
with	 advanced	 disease	 get	 slowly	 worse	 and	 worse.	 Undoubtedly,	 Ornish’s
program	 works,	 and	 its	 efficacy	 to	 reverse	 coronary	 atherosclerosis	 has	 been
proven	in	randomized,	controlled	trials.

The	 Lifestyle	 Heart	 Trial	 studied	 the	 effects	 of	 the	 Ornish	 diet	 in
combination	with	stress-reduction	support	groups,	meditation,	and	mild	exercise
such	as	walking	and	yoga.	On	average,	Ornish’s	patients	lost	24	pounds	in	a	year
and	 their	 LDL	 cholesterol	 levels	 were	 reduced	 37	 percent	 (HDL	 cholesterol
levels	did	not	change).	Additionally,	there	was	a	91	percent	reduction	in	angina
frequency	 and	 a	 significant	 regression	 of	 angiographically	 measured	 coronary
stenosis.20

It	is	unclear	to	what	degree	the	other	lifestyle	modifications,	such	as	exercise
and	stress	reduction,	which	are	integral	parts	of	the	Ornish	program,	play	a	part
in	 these	 results.	 Ornish	 has	 said	 that	 he	 believes	 the	 support	 groups	 and
meditation	help	participants	stay	on	the	diet.

The	Ornish	reversal	program	is	stricter	and	less	flexible	than	the	program	he
describes	 in	The	Spectrum.	 In	 his	 early	 heart	 disease	 reversal	 protocol,	Ornish
strove	to	keep	the	fat	content	of	the	diet	to	less	than	10	percent	of	calories,	which
necessitated	 omitting	 nuts	 and	 seeds.	 However,	 recently,	 given	 the



preponderance	 of	 evidence	 showing	 the	 health	 benefits	 of	 nuts	 and	 seeds,	Dr.
Ornish	modified	his	dietary	guidelines	 for	his	 reverse	heart	disease	program	to
include	moderate	amounts	of	these	foods.

Ornish	advises	avoiding	all	meats	 (including	chicken	and	fish);	all	oils	and
oil-containing	 products	 (including	 margarines	 and	 most	 salad	 dressings);
avocados,	olives,	and	high-fat	and	“low-fat”	dairy	(including	whole	milk,	yogurt,
butter,	cheese,	egg	yolks,	cream);	and	sugar	and	simple	sugar	derivatives	(honey,
molasses,	corn	syrup,	high-fructose	corn	syrup).

Ornish	does	not	 recommend	 the	 regular	consumption	of	 fish	because	of	 its
pollutants,	but	he	does	recommend	1	to	3	grams	of	a	purified	fish	oil	or	DHA-
EPA	algae	supplement.	He	notes	that	these	beneficial	fatty	acids	offer	significant
protection	against	sudden	cardiac	death	in	heart	patients.

The	Ornish	program	is	vegetarian,	but	as	mentioned,	it	does	allow	a	limited
amount	of	egg	whites	and	nonfat	milk	or	yogurt	daily.	His	heart	disease	program
has	 always	 restricted	 the	 intake	of	 sugar,	 concentrated	 sweeteners,	 and	 refined
carbohydrates.

Where	my	interpretation	of	the	evidence	had	differed	somewhat	from	Ornish
over	 the	past	 twenty	years	was	his	restriction	of	nuts	and	seeds.	However,	 it	 is
commendable	 that	 he	has	been	 convinced	by	 accumulating	 research	 to	modify
his	 stance,	which	 includes	 a	meta-analysis	 specifically	 examining	 this	 issue	of
cardiovascular	mortality	and	nuts,	 including	354,933	individuals,	which	clearly
demonstrated	 that	 the	 regular	 consumption	 of	 nuts	 and	 seeds	 dramatically
reduced	heart	disease	deaths.21	Clearly,	our	recommendations	are	now	in	much
closer	alignment.

My	experience	with	thousands	of	patients,	many	with	very	advanced	disease,
over	 the	past	 twenty-five	years	has	also	demonstrated	that	completely	avoiding
nuts	 and	 seeds,	which	are	beneficial	high-fat	 foods,	 is	 simply	not	necessary	 to
reverse	heart	disease.

Like	 Ornish,	 I	 recommend	 omega-3	 supplements,	 and	 we	 have	 both
recommended	 algae-derived	 DHA-EPA,	 though	 I	 use	 a	 lower	 dose	 than	 he
specifies.	 My	 view	 on	 DHA	 and	 EPA	 supplementation	 is	 a	 bit	 more
conservative,	 as	 I	 am	 concerned	 that	 the	 relatively	 high	 dose	 of	 DHA-EPA
(especially	 fish	 oils)	may	 give	 less	 health	 benefit	 compared	with	 lower	 doses.
It’s	 important	 to	consider	 the	risks	of	higher	dosages	of	fish	oil	 (see	Chapter	4
for	details	on	this	controversy).

It	 is	clear	 that	 the	Ornish	approach	 is	 far	 superior	 to	standard	medical	care



and	the	typical	watered-down	nutritional	advice	given	to	heart	patients	for	years
and	years.	He	has	been	a	 trailblazer	 in	 the	 field	of	 lifestyle	medicine.	The	 fact
that	 Medicare	 now	 covers	 the	 Ornish	 program	 is	 indicative	 that	 lifestyle
medicine	is	effectively	infiltrating	mainstream	medicine.

The	Caldwell	Esselstyn	Dietary	Approach
In	1995,	Dr.	Caldwell	Esselstyn	first	published	his	long-term	nutritional	research
demonstrating	 the	arrest	and	reversal	of	CAD	in	seventeen	severely	 ill	patients
followed	for	five	years.	That	same	study	was	updated	at	twelve	years	in	his	book
Prevent	 and	Reverse	Heart	Disease:	 The	Revolutionary,	 Scientifically	 Proven,
Nutrition-Based	Cure.	He	has	since	reviewed	the	findings	beyond	twenty	years,
making	it	one	of	the	longest	longitudinal	studies	of	its	type.	Esselstyn’s	patients
were	instructed	to	follow	a	whole-food,	vegan	diet	with	no	added	oils.	Exercise
was	encouraged	but	not	 required.	The	plan	also	did	not	 require	 the	practice	of
meditation,	relaxation,	yoga,	or	other	psychosocial	support	approaches,	such	as
Ornish’s	program.

A	 recently	 published	 article	 of	 his	 reports	 on	 198	 consecutive	 patients
counseled	 on	 plant-based	 nutrition.22	 The	 patients	 had	 established
cardiovascular	disease	and	wanted	to	switch	to	plant-based	nutrition	in	addition
to	their	usual	cardiovascular	care.

Participants	were	considered	compliant	 if	 they	eliminated	dairy,	 fish,	meat,
and	 added	 oil	 from	 their	 diets;	 177	 adhered	 to	 the	 diet	 program.	 They	 were
followed	for	an	average	of	3.7	years,	but	some	were	followed	for	more	than	13
years.	 Almost	 all	 of	 the	 compliant	 participants	 had	 no	 further	 cardiovascular
issues.	 In	 the	 compliant	 group,	 the	 researchers	 observed	 only	 a	 few	 cardiac
events	 of	 questionable	 etiology,	 possibly	 (as	 was	 claimed)	 resulting	 from	 the
side	effects	of	medical	care,	and	one	fatal	stroke	due	to	disease	progression.	The
twenty-one	people	who	were	not	adherent	fared	much	worse,	as	expected,	with
just	routine	cardiology	care;	thirteen	of	them	suffered	another	cardiac	event.

Esselstyn	 and	 his	 team	 explained	 why	 they	 thought	 this	 program	 was	 so
effective:

	

No	other	nutrition	 study	has	 completely	 eliminated	oils	 (including	 food
products	that	may	contain	even	small	quantities	of	added	oil	of	any	kind),



and	all	animal,	fish,	and	dairy	products,	which	would	avoid	foods	known
to	 injure	 endothelial	 cells,	 as	 well	 as	 all	 food-derived	 cholesterol	 and
saturated	fat.	In	avoiding	exposure	to	lecithin	and	carnitine	contained	in
eggs,	milk	and	dairy	products,	liver,	red	meat,	poultry,	shellfish	and	fish,
participants	in	our	study	were	unlikely	to	have	intestinal	flora	capable	of
producing	 trimethylamine	 oxide	 (TMAO),	 a	 recently	 identified
atherogenic	 compound	 produced	 by	 the	 intestinal	 flora	 unique	 to
omnivores	that	ingest	animal	products.

The	point	is	this:	If	you	are	looking	for	maximal	health	results,	there	are	likely
advantages	to	avoiding	oil	and	animal	products	in	your	diet.

Esselstyn’s	 work	 is	 unique	 and	 impressive	 because	 he	 was	 able	 to
demonstrate	the	arrest	and	reversal	of	CAD	with	careful,	long-term	follow-up	of
enrolled	patients.	He	also	demonstrated	 that	 these	patients	were	 able	 to	 follow
his	dietary	model	with	excellent	adherence;	only	a	very	small	number	dropped
out	despite	the	rigorousness	of	the	diet.

Patient	 education	 was	 key	 to	 compliance,	 as	 the	 researchers	 note:
“[Participants]	 were	 educated	 to	 fully	 comprehend	 which	 foods	 injure
endothelial	 cells	 and	 how	 transitioning	 to	 a	 whole-food,	 plant-based	 diet
empowers	 them	 as	 the	 locus	 of	 control	 to	 halt	 and	 potentially	 reverse	 their
disease.”	The	 information	 provided	 and	 effort	 taken	 to	 thoroughly	 educate	 the
patients	about	the	benefits	of	this	approach	paid	off.

	

Important	 Note:	 The	 success	 of	 an	 individual	 following	 any	 diet	 is
proportional	 to	 the	 knowledge	 and	 expertise	 in	 nutritional	 science	 that
person	gains.	A	nutritional	approach	is	rarely	effective	if	it	is	just	handed
out	to	people	without	a	thorough	education	regarding	its	benefits,	how	to
do	it,	and	how	to	make	foods	taste	good.

It	 is	 important	 to	 note	 that,	 like	 Ornish’s	 earlier	 program,	 Esselstyn’s
recommends	getting	less	than	10	percent	of	calories	from	fat.	His	diet	excludes
oils	and	all	nuts	and	allows	only	1–2	tablespoons	of	flaxseeds	or	chia	seeds.	A
multivitamin	with	B12	is	recommended,	but	he	does	not	advise	any	DHA-EPA
supplement.	 The	 assumption	made	 is	 that	 the	 small	 amount	 of	 alpha-linolenic
acid	from	the	flax	or	chia	is	enough	to	meet	everyone’s	need	for	EPA	and	DHA
and	that	there	is	no	benefit	from	such	supplementation.



This	raises	the	question:	Can	all	people’s	needs	for	essential	fats	be	met,	with
no	negative	outcomes	created,	from	a	diet	 that	does	not	 include	nuts	and	seeds
(except	 the	 1	 tablespoon	 of	 flaxseed)	 and	 without	 EPA	 and	 DHA
supplementation?	 Can	 this	 severe	 a	 restriction	 in	 fat	 create	 other,	 unintended
consequences?

In	Chapter	5	 I	 laid	out	 the	evidence	 that	vegan	diets	 that	 exclude	nuts	 and
seeds	have	been	linked	to	a	significant	reduction	in	overall	 life	span.	Added	to
Esselstyn’s	 recommendation	 of	 this	 extreme	 degree	 of	 fat	 restriction	 is	 his
opinion	that	vegans	do	not	need	to	supplement	with	DHA	fat.	I	have	presented
the	 evidence	 that	 the	 potential	 for	DHA-EPA	deficiency	 in	 vegans	 is	 real	 and
potentially	 dangerous.	 It	 increases	 the	 risk	 of	 brain	 shrinkage	with	 aging,	 and
depression,	especially	in	women.

Numerous	studies	(mentioned	above)	have	also	demonstrated	that	the	lack	of
nuts	and	seeds	in	the	diet	increases	cardiovascular	mortality.	So	there	could	be	a
small	subset	of	Esselstyn’s	adherent	followers	whose	pay	a	severe	price	for	this
fat	 radicalism,	 and	 it	would	most	 likely	be	 those	with	heart	 disease	 and	 lower
body	fat	reserves.

Clearly,	Esselstyn’s	program	 is	 effective	 for	 the	prevention	and	 reversal	of
heart	disease	 in	 the	vast	majority	of	cases.	But	 the	combination	of	extreme	 fat
avoidance,	with	the	exclusion	of	nuts	and	seeds,	and	the	lack	of	recommendation
for	DHA	consumption	may	place	some	of	his	followers	(a	minority)	at	risk	for
other	life-altering	negative	consequences.

I	recommend	Esselstyn’s	program	with	a	caution	to	include	a	small	amount
of	walnuts	(or	other	nuts)	and	to	 take	a	 low-dose	EPA-DHA	supplement.	With
those	minor	modifications,	 it	 would	 be	 very	 close	 to	 the	Nutritarian	 approach
that	I	recommend.

The	Pritikin	Diet
In	the	early	1970s,	Nathan	Pritikin,	an	inventor	with	a	passion	for	nutrition	and
fitness,	began	testing	his	theory	that	heart	disease	could	be	treated	with	lifestyle
changes.	 Many	 alternative	 health	 professionals	 at	 that	 time	 were	 voicing	 the
opinion	that	heart	disease	was	reversible	through	excellent	nutrition,	though	the
medical	 profession	 generally	 ignored	 this	 chatter	 or	 considered	 it	 quackery.
There	was	 no	 Internet	 back	 then,	 and	 it	 was	more	 difficult	 for	 people	 to	 find
these	alternative	viewpoints.

At	 the	 time,	 I	was	 a	 teenager	 and	 already	 eating	 a	whole-food,	 flexitarian



diet.	I	had	started	this	after	reading	the	nutritional	writings	of	Herbert	Shelton,	a
chiropractor	 and	 naturopath	 from	 Texas.	 Shelton	 started	 his	 in-patient	 “health
school”	 in	 San	 Antonio	 and	 began	 accepting	 heart	 patients	 in	 1928.	 Twenty
years	later,	he	founded	the	American	Natural	Hygiene	Society.

I	also	read	books	by	other	 leaders	and	historical	 figures	 in	 the	natural	 food
movement,	 visited	 health	 retreats,	 and	 observed,	 met,	 and	 read	 about	 many
people	who	had	recovered	from	advanced	heart	disease	with	natural	food,	vegan,
and	almost-vegan	diet	programs.	My	point	is	that	nutritional	reversal	from	heart
disease	 has	 been	 practiced	 and	 observed	 for	 more	 than	 one	 hundred	 years.
Pritikin’s	work	was	 instrumental	 and	 brought	more	 attention	 to	 these	methods
after	he	became	ill	with	heart	disease	at	a	relatively	young	age.

Pritikin	 was	 only	 forty-one	 years	 old	 when	 he	 was	 diagnosed	with	 severe
obstructive	CAD	in	1957.	He	used	nutrition	to	treat	his	own	heart	disease	even
though	 his	 doctor	 told	 him	 that	 nutritional	 interventions	 could	 not	 reverse	 his
condition.	By	1959,	Pritikin	had	become	a	vegetarian,	 and	within	a	 few	years,
his	heart	problems	had	disappeared.	By	1975,	he	had	opened	a	health	resort	and
soon	developed	a	loyal	following,	including	some	medical	doctors.

Much	of	what	Pritikin	advocated	forty	years	ago	is	mainstream	today.	Since
then,	many	studies	in	medical	journals	have	documented	that	people	who	adopt	a
vegetable-rich	diet,	such	as	 the	Pritikin	diet,	achieve	dramatic	results,	 lowering
cholesterol	 and	blood	pressure	 in	 just	 a	 few	weeks,	which	 results	 in	 long-term
cardiac	benefits.

In	1983	the	Journal	of	Cardiac	Rehabilitation	published	a	five-year	follow-
up	on	sixty-four	people	who	went	to	the	Pritikin	Longevity	Center.	These	people
had	 angina	 and	 had	 been	 told	 they	 needed	 coronary	 bypass	 surgery.	 Eighty
percent	were	 able	 to	 avoid	 surgical	 intervention,	 and	 only	 32	 percent	 still	 had
angina	five	years	later.23	Most	of	the	people	were	able	to	reverse	their	disease,
and	 it	 is	 most	 likely	 that	 those	 who	 still	 had	 symptomatic	 disease	 had	 not
carefully	followed	the	center’s	recommendations.

Years	later,	when	health	scientists	realized	LDL	oxidation	and	LDL	particle
density,	 and	 not	 merely	 LDL	 numbers,	 were	 more	 accurate	 determinants	 of
cardiovascular	 risk,	 eighty	 participants	 in	 the	 Pritikin	 program	 were
demonstrated	to	have	significant	improvements	in	these	parameters	after	a	three-
week	stay.24	Diets	rich	in	vegetables	don’t	merely	lower	LDL—they	lower	body
weight,	 lower	 blood	 pressure,	 and	 increase	 vascular	 elasticity.	 Such	 diets	 also
reduce	inflammation	and	change	the	chemical	structure	of	the	LDL	molecule	to



remove	its	risks.	Evidence	has	accumulated	for	many	years	showing	that	food	is
the	best	medicine	for	heart	disease.

The	Pritikin	diet	is	healthier	than	the	more	popular	DASH	diet.	It	is	made	up
predominantly	of	natural	plant	foods,	with	only	one	serving	of	nonfat	dairy	and
one	 serving	 of	 other	 animal	 products	 per	 day.	 The	 Pritikin	 program	 limits	 the
size	 of	 the	 animal	 product	 serving	 to	 3–4	 ounces	 and	 recommends	 fish,	white
meats,	or	wild	meats,	not	red	and	processed	meats.	It	is	similar	to	my	Nutritarian
diet,	except	that	I	restrict	animal	products	more	(closer	to	Ornish	and	Esselstyn).
In	 addition,	 I	 pay	 extra	 attention	 to	 the	 nutritional	 density	 of	 foods	 and	 to	 the
anticancer	effects	of	a	portfolio	of	specific	natural	foods	with	additional	proven
benefits.

However,	 the	 modern	 Pritikin	 approach	 has	 moved	 even	 closer	 to	 my
Nutritarian	approach.	That’s	because	now,	for	those	with	cardiovascular	disease,
the	 program	 recommends	 limiting	poultry	 to	 only	 one	 serving	 a	week	 and	 red
meat	to	one	serving	a	month.	And	to	maximize	the	benefits,	the	modern	Pritikin
diet	 recommends	 legumes	such	as	beans,	peas,	 lentils,	and	 tofu	 instead	of	 lean
fish	or	poultry.	This	puts	it	even	more	in	line	with	my	recommendations.

The	CHIP	Program

Another	well-researched	like-minded	intervention	over	the	past	twenty	years	has
been	the	CHIP,	a	program	founded	by	Dr.	Hans	Diehl.	Over	75,000	people	have
graduated	 from	 the	 Complete	 Health	 Improvement	 Program	 (CHIP),	 an
educationally	 intensive,	 community-based	 lifestyle	 intervention	 program
designed	to	facilitate	reversal	of	chronic	diseases.	The	twelve-week	“boot	camp”
program	 involving	 eighteen	 group	 sessions	 (forty-five-minute	 video	 lectures,
forty-five-minute	 class	 discussion),	 encourages	 participants	 to	 move	 toward	 a
plant-based	whole	food	diet	emphasizing	foods-as-grown:	vegetables	and	fruits,
whole	grains,	plenty	of	legumes,	nuts	and	seeds.

Participants’	 biometrics	 are	 assessed	 at	 the	 start,	 middle,	 and	 end	 of	 the
twelve-week	 intensive	 program	 with	 optional	 retesting	 during	 the	 nine-month
“ClubCHIP”	maintenance	phase.	The	clinical	results	(including	two	randomized
controlled	 trials)	 can	 be	 found	 in	 more	 than	 30	 peer-reviewed	 professional
publications.25

The	Nutritarian	Diet



I	prefer	not	to	call	 the	diet-style	I	recommend	a	“Fuhrman”	diet;	 instead,	I	call
the	nutrient-dense,	plant-rich	(NDPR)	diet	that	I	recommend	a	Nutritarian	diet.
Eating	 healthy,	 natural	 foods	 is	 not	 the	 prerogative	 or	 invention	 of	 one
individual;	as	I	pointed	out	above,	similar	diets	have	been	prescribed	to	the	sick
for	more	 than	one	hundred	years.	 I	am	merely	reviewing	 the	world’s	scientific
literature	 to	 inform,	 explain,	 and	 motivate	 people.	 I	 use	 my	 broad	 patient
experience	and	extensive	knowledge	in	this	subject	to	maximize	the	benefits	of
eating	healthfully	and	to	make	it	tasty	and	easy	to	do	for	more	people.

The	 word	 nutritarian	 means	 rich	 in	 nutrients,	 and	 that	 is	 the	 Nutritarian
diet’s	 defining	 feature.	 Yet	 a	 broad	 range	 of	 food	 preferences	 still	 can	 be
considered	 Nutritarian.	 A	 vegetarian	 diet	 has	 the	 defining	 feature	 of	 not
containing	 animal-flesh	 foods,	 but	 that	 alone	 doesn’t	 necessarily	 make	 it	 a
healthful	diet.	A	vegan	diet	contains	no	animal	products;	that	is,	it	excludes	dairy
and	 eggs,	 too.	 A	 plant-based	 diet	 has	 no	 specific	 meaning,	 since	 the	 word
“based”	 (one	would	 assume)	 refers	 to	 the	majority	 of	 calories.	 The	 unhealthy
SAD	is	“plant-based,”	with	70	percent	of	 its	 calories	being	derived	 from	plant
foods.	 So	 the	 term	 “plant-based”	 does	 not	 properly	 articulate	 the	 healthful,
beneficial	meaning	it	is	meant	to	convey.

The	Nutritarian	diet-style	is	vegetable-based	but	also	includes	whole	grains,
fruits,	 beans,	 nuts,	 and	 seeds.	 It	 allows	 significant	 leeway	 in	 the	 proportional
amounts	of	healthy,	whole	plant	foods,	deriving	about	15–25	percent	of	calories
from	fat	(mostly	from	nuts	and	seeds).	Processed	foods	such	as	oils,	white	flour,
and	sweeteners	are	excluded	or	considered	compromises	for	occasional	use.

I	recommend	1–2	tablespoons	of	flaxseeds	and/or	chia	seeds	daily,	plus	1–3
ounces	of	raw	seeds	and	nuts	(depending	on	caloric	needs),	plus	about	200–300
milligrams	of	DHA-EPA,	preferably	not	 fish	oil.	My	dietary	and	supplemental
recommendations	 are	 designed	 for	 effectiveness	 and	 long-term	 safety,
alleviating	concerns	about	nutritional	completeness.26

All	 of	 the	 diets	 with	 documented	 cardiovascular	 benefits	 have	 more
similarities	 than	 differences.	 By	 now,	 you	 should	 be	 able	 to	 understand	 the
science,	 the	 logic,	 and	 the	 reasoning	 behind	 designing	 the	 right	 diet-style	 to
protect	 against	 and	even	 reverse	heart	 disease.	The	main	point	 to	 remember	 is
that	 if	our	population	would	move	a	big	step	 in	 the	right	direction	with	any	of
these	diets,	heart	disease	would	be	rare.

When	you	compare	 these	 four	 effective	plant-rich	diets,	 you’ll	 see	 that	 the
main	 difference	 is	 the	 use	 of	 nuts	 and	 seeds	 and	 whether	 a	 DHA-EPA
supplement	is	recommended.



Summary	of	the	Pros	and	Cons	of	Heart	Disease–Reversing	Diets

DASH
ASSETS:	Heightened	awareness	due	to	its	support	by	the	U.S.	government	and
medical	authorities	for	many	years.	It	is	an	option	for	people	who	aren’t	willing
to	accept	more	radical,	effective	changes	in	their	diets.

	

WHAT	COULD	MAKE	IT	BETTER?	Remove	the	acceptance	of	white	sugar,
cut	out	the	oil,	and	reduce	the	permitted	and	recommended	animal	products	by	at
least	half.

Ornish
ASSETS:	 Not	 just	 a	 diet	 program,	 but	 also	 uses	 meditation,	 exercise,	 and
support	groups	 to	enhance	compliance	and	perhaps	efficacy.	 It	has	many	years
of	 proven	 efficacy	 and	 significant	 support	 from	 both	 medical	 authorities	 and
medical	insurance	companies.

	

WHAT	COULD	MAKE	IT	BETTER?	A	reduction	in	the	permitted	amount	of
nonfat	dairy	and	egg	whites	and	switching	those	calories	for	at	least	1	ounce	of
walnuts,	 chia	 seed,	 flaxseeds,	 or	 hemp	 seeds.	More	 caution	may	 be	 indicated
regarding	the	amount	of	supplemental	DHA-EPA	advised.

Esselstyn
ASSETS:	The	fact	 that	 it	 is	 totally	vegan	(and	oil-free)	 likely	offers	additional
benefits,	and	 it	 is	pure	 in	 its	simplicity.	Compliance	and	efficacy	are	enhanced
when	people	have	clear	limits	that	are	not	ambiguous.

	

WHAT	 COULD	 MAKE	 IT	 BETTER?	 It	 needs	 a	 classification	 of	 high-
carbohydrate	plant	foods	based	on	glycemic	effect	and	nutrient	content	to	direct
participants	 to	 the	 healthiest	 plant	 choices.	 It	 may	 be	 considerably	 safer	 if	 1



ounce	of	walnuts	and	a	low-dose	DHA-EPA	supplement	were	added.

Pritikin
ASSETS:	 It	 has	 almost	 forty	 years	 of	 experience,	 proven	 results,	 and	 the
availability	 of	 a	 health	 resort	 that	 offers	 a	 complete	 getaway	 package.	 Being
immersed	 in	 a	 resort	 hotel	with	 a	 learning	 program	 and	 all	 food	 supplied	 can
make	it	easier	for	people	to	learn	and	adapt	to	the	program.

	

WHAT	 COULD	 MAKE	 IT	 BETTER?	 It	 should	 have	 less-ambiguous
recommendations	 for	 people	 with	 heart	 disease.	 It	 also	 needs	 clear-cut
supplemental	 recommendations	 and	 clear	 limits	 on	 animal	 products	 for	 the
public.

Nutritarian	(Fuhrman)
ASSETS:	 The	 attention	 to	 nutrient	 density	 and	 the	 anticancer	 effects	 of
“superfoods”	such	as	cruciferous	greens,	onions,	and	mushrooms	adds	a	degree
of	dietary	refinement,	thereby	enhancing	benefits.

	

WHAT	COULD	MAKE	IT	BETTER?	Reduce	sweet	fruits	and	remove	dried
fruits	 for	people	who	are	glucose	 intolerant	or	diabetic,	adjusting	 the	glycemic
effect	of	the	diet,	as	discussed	in	my	book	The	End	of	Diabetes.	Some	critics	of
my	 approach	 also	 point	 out	 that	 some	people	may	 overeat	 nuts	 and	 seeds	 and
therefore	consume	too	many	calories	(because	these	foods	are	calorically	dense),
inhibiting	their	weight	 loss	and	thus	the	full	potential	of	cardiovascular	disease
reversal.	This	could	be	a	legitimate	concern	for	those	people	who	have	problems
with	emotional	overeating	and	self-control.	But	my	twenty-five	years	of	clinical
experience,	with	thousands	of	people	adopting	this	protocol,	have	demonstrated
that	 individuals	 who	 cannot	 control	 their	 consumption	 of	 nuts	 and	 seeds	 are
relatively	 rare.	 We	 shouldn’t	 have	 to	 restrict,	 and	 even	 hurt,	 the	 longevity
potential	of	ninety-nine	people	for	the	one	person	who	has	trouble	following	the
recommendations	to	not	eat	too	many	nuts	and	seeds.

The	foundation	of	the	Nutritarian	approach	is	to	eat	when	hungry	and	to	not
snack	 between	 meals.	 Use	 seeds	 and	 nuts	 as	 part	 of	 the	 meal,	 such	 as	 in



dressings	or	recipes,	and	be	aware	of	their	caloric	density.	Obviously,	a	person
can	eat	too	many	nuts	and	seeds	and	remain	overweight	because	of	that,	but	that
would	be	an	example	of	someone	who	did	not	understand	or	follow	this	program
accurately.	That	means	eating	some	nuts	and	seeds,	instead	of—not	in	addition
to—eating	oil	and	high-glycemic	carbs.	 In	other	words,	eat	more	greens,	more
beans,	 more	 nuts	 and	 seeds,	 and	 less	 high-glycemic	 foods,	 such	 as	 bread,
potatoes,	 raisins,	 and	dates.	The	 seeds	 and	nuts	 should	 take	 the	place	of	 those
carbohydrate	calories	and	are	not	to	be	eaten	in	addition	to	them.

The	Most	Effective	Nutritional	Programs	Are	Similar
It	is	easy	to	see	the	similarities	among	the	diets	with	documented	cardiovascular
benefits.	 All	 of	 them	 are	 very	 cautious	 with	 the	 use	 of	 oils	 because	 of	 their
caloric	 density.	More	olive	oil	 in	 the	diet	 is	 associated	with	more	weight	 gain
and	obesity.27	Even	back	in	1965,	a	study	demonstrated	that	heart	patients	given
olive	oil	 and	 corn	oil	 had	 a	higher	 risk	of	 heart	 attack	 and	death	 rate	 than	 the
control	group	with	a	lower-fat	diet.28

Modern	studies	have	confirmed	that	more	of	these	(omega-6)	oils	in	the	diet
is	associated	with	higher	mortality	 from	heart	disease.29	 Is	 there	a	 level	of	oil
that	 may	 be	 permissible	 and	 still	 allow	 disease	 reversal	 to	 occur	 to	 the	 90th
percentile	level?	Maybe,	but	that	level	likely	needs	to	be	very	small,	such	as	less
than	1	 teaspoon	 a	day	 (40	 calories),	 not	 likely	 a	 tablespoon,	 as	 allowed	 in	 the
standard	DASH	diet.	And	 if	you	want	more	security	 that	 reversal	will	be	most
effective	and	offer	 the	most	protection,	 then	eliminate	all	 the	oils	and	 limit	 fat
exposure	to	whole	foods,	such	as	seeds	and	walnuts.

There	should	be	no	controversy	that	reducing	animal	products	and	increasing
the	 amount	 of	 natural	 plant	 foods	 in	 the	 diet	 can	 revolutionize	 our	 health-care
system,	 end	 the	 expensive	 and	 invasive	 coronary	 artery	 treatments	 of	 stenting
and	bypass	surgery,	and	save	millions	of	life	years.

The	common	denominators	of	all	diets	shown	to	reduce	heart	disease	deaths
are	clear.	I	might	not	be	right	about	everything,	but	I	study	this	emerging	science
every	day.	In	addition,	the	accumulated	evidence	of	the	past	one	hundred	years
attests	 to	what	 is	 now	 an	 avalanche	 of	 information	 supporting	 the	 conclusions
given	here.

A	Nutritarian	diet	has	been	shown	to	dramatically	reverse	diabetes,	eliminate
high	 blood	 pressure,	 solve	 the	 problem	 of	 food	 addiction	 and	 overeating,	 and



help	people	take	back	control	of	their	health	destiny.	It	has	enabled	thousands	of
people	 to	 restore	 their	 failing	 health	 after	 facing	 the	 most	 serious,	 life-
threatening	 illnesses	 possible,	 and	 this	 has	 not	 been	 limited	 to	 heart	 disease.
Superior	nutrition	prevents	cancer,	and	I	have	used	it	for	more	than	two	decades
to	reverse	headaches,	asthma,	allergies,	frequent	infections,	diabetes,	and	serious
autoimmune	diseases	that	conventional	medical	authorities	consider	irreversible.

In	my	twenty-five	years	of	medical	practice	as	a	family	physician	advocating
superior	nutrition,	 I	even	have	seen	cardiac	patients	who	could	barely	walk	go
back	 to	 living	 a	 full,	 vibrant	 life.	 Nutritional	 excellence	 is	 not	 just	 powerful
medicine;	it	restores	and	saves	lives	where	conventional	cardiology	cannot.

Of	 the	 many	 hundreds	 of	 cases	 demonstrating	 dramatic	 reversal	 from	 the
most	serious	degree	of	heart	disease,	I	have	observed	many	people	whose	plaque
burden	 was	 undetectable	 within	 a	 few	 years.	 Generally,	 the	 numerous	 people
who	have	followed	my	recommendations	to	the	letter,	and	have	had	their	plaque
measured,	have	seen	massive	reductions	in	plaque	even	within	year	one.

I	doubt	 that	most	people,	even	health-care	professionals,	will	 stop	going	 to
fast-food	restaurants,	swear	off	white	flour	products	and	soda,	or	cut	their	animal
product	consumption	by	80–90	percent.	But	even	if	the	junk	food–addicted	mass
of	 people	 insist	 on	marching	off	 to	 an	 early	 grave,	 this	 doesn’t	mean	 that	you
have	to	follow	the	crowd.

My	chosen	role	is	to	present	the	options	to	you,	describe	what	is	best	without
compromise,	make	 food	 taste	 great,	 and	 then	 let	 you	 choose	 to	 either	 control
your	health	destiny	or	not.	At	least	you	have	the	opportunity.	If	you	decide	not
to,	that	is	your	choice.	I	revel	in	the	fact	that	those	people	who	have	embraced
my	 guidance	 have	 received	 spectacular	 results	 and	 will	 continue	 to	 enjoy	 the
healthiest	lives	possible.

I	 take	 a	 different	 approach	 from	 the	 many	 nutritional	 leaders	 who	 try	 to
accommodate	 everyone’s	 desire	 to	water	 down	 the	 recommendations,	 to	make
changes	that	they	are	comfortable	with,	to	try	to	improve	their	health	just	a	bit,
to	slow	the	progression	of	disease	or	lower	their	blood	pressure	or	cholesterol	a
bit.	To	me,	that	is	not	enough.

I	want	 to	make	sure	 that	 those	people	who	follow	my	advice	are	optimally
and	dramatically	protected	against	cancer,	that	they	push	the	envelope	of	human
longevity,	 and	 that	 they	 eliminate	 their	 dependence	 on	 doctors’	 surgical
procedures	and	risky	medications.	This	is	not	only	the	most	sensible	way	to	live,
but	 it	 is	 a	 highly	 pleasurable	 way,	 too.	 Especially	 when	 you	 give	 yourself	 a
chance	 to	 change	 your	 food	 preferences,	 end	 your	 food	 addictions,	 learn	 the



recipes,	and	 readjust	your	 taste	preferences.	Thousands	have	done	so	and	have
reaped	the	rewards.	I	know	you	can	do	it,	too.



CHAPTER	EIGHT

The	Nutritarian	Plan

As	anyone	who’s	ever	been	on	a	diet	knows,	relying	on	willpower	alone	to	help
you	stick	to	a	plan	sets	you	up	for	failure.	That’s	why	the	Nutritarian	diet-style
has	been	successful	for	thousands	of	people	over	the	past	two	decades:	It’s	not
about	deprivation.	 It’s	about	eating	natural,	nutrient-dense	 foods	and	preparing
them	so	that	they	taste	delicious.	Make	use	of	the	sample	menus	and	recipes	in
this	 book	 to	 kick-start	 your	 voyage	 to	 optimal	 health—and	 then	 create	 some
tasty	 and	 healthful	 combinations	 of	 your	 own.	 For	 those	 with	 serious	 health
problems	or	an	urgent	need	to	lose	weight	quickly,	I	have	included	my	Radical
Weight	Reduction	Menu	(page	247).	Above	all,	 remember	 that	your	 taste	buds
will	adjust	to	your	new	way	of	eating,	and	you	will	soon	find	yourself	wondering
how	you	ever	settled	for	the	SAD,	or	DAD	(deadly	American	diet).

To	convince	yourself	that	this	diet-style	isn’t	about	deprivation,	take	a	look
at	 the	 menus	 in	 this	 chapter	 and	 the	 sample	 recipes	 in	 the	 next	 chapter.	 My
specialty	 is	 making	 healthy	 eating	 taste	 great.	 I	 have	 been	 preparing	 natural
foods	 since	 I	 was	 15	 years	 old,	 giving	 me	 more	 than	 forty-five	 years	 of
experience	with	Nutritarian	cooking.	Try	as	many	of	 these	 recipes	as	possible,
and	mark	the	ones	you	like	the	best.

I	 have	 shared	 almost	 two	 thousand	more	 recipes	 in	my	 books	 and	 on	my
website,	www.DrFuhrman.com.	Most	 of	 them	have	 been	 rated	 by	 people	who
have	 tried	 them,	 so	 you	 can	 see	 the	 favorites.	 I	 recommend	 my	 Eat	 to	 Live
Cookbook	for	more	terrific	recipe	ideas.

Pick	out	the	ones	you	think	you	will	like	best.	Make	them	and	discover	your
ten	 favorites	 (please	 don’t	 include	 desserts	 in	 this	 list).	 Over	 the	 next	 three
months,	 identify	 the	 four	 main	 dishes	 you	 enjoy	 the	 most,	 the	 three	 salad
dressings	you	prefer,	and	the	three	soups	that	are	your	favorites.

Gradually,	 as	 you	 learn	 to	 prepare	 and	 cook	 healthy	 foods	 in	 creative	 and
delicious	ways,	you	will	begin	to	understand	that	this	way	of	eating	can	be	very



satisfying	and	delicious.	Remember,	it	 takes	time—up	to	six	months—to	really
retrain	 and	 strengthen	 your	 taste	 buds	 to	 prefer	 a	 different	way	 of	 eating.	But
most	 people	 find	 that	 within	 the	 first	 six	 weeks,	 they	 have	 made	 tremendous
progress	 in	 learning	all	 the	 interesting	ways	 they	 can	make	 fruits	 and	veggies,
beans,	 nuts,	 seeds,	 and	whole	 grains	 taste	 great.	Many	people	 report	 that	 their
taste	sensitivities	and	preferences	change	significantly	even	during	this	first	six-
week	period.

Think	 about	 retraining	 your	 palate	 in	 the	 same	way	 you	 start	 going	 to	 the
gym.	You	may	not	appreciate	and	enjoy	it	right	away,	because	you	get	sore	and
can’t	comfortably	do	very	much	at	first.	But,	with	time,	it	gets	much	easier—you
no	 longer	 get	 sore,	 and	 you	 actually	 enjoy	 pushing	 your	 body	 and	 seeing	 the
changes	in	your	muscles	and	frame.	The	same	thing	is	true	with	food.	Be	patient.
You	may	not	like	these	foods	as	much	as	I	do	at	first.	But	just	as	thousands	of
others	who	are	eating	this	way,	you	will	come	to	enjoy	this	diet-style	more	and
more,	the	longer	you	do	it.

One	of	the	secrets	to	success	is	to	avoid	empty-calorie	foods	such	as	sugar,
sweeteners,	 white	 flour,	 processed	 foods,	 and	 fast	 foods.	 They	 fuel	 addictive
food	behaviors	and	have	no	nutritional	value.	The	adaptation	and	strengthening
of	your	taste	muscles	and	appreciation	of	subtle	natural	flavors	will	only	happen
if	you	eat	healthfully	and	cut	out	all	sweets	and	salt.	The	overuse	of	sweets	and
salt	has	weakened	 the	ability	of	 the	 taste	buds;	 sweets	 and	 salt	mask	 the	great
natural	flavors	of	food	and	make	you	think	that	foods	need	more	salt	or	sugar.

If	you	continue	to	eat	highly	salted	foods,	all	vegetables	will	taste	flat	unless
heavily	 salted.	 If	 you	 continue	 to	 add	 sweetening	 agents,	 whether	 natural	 or
artificial,	 in	 and	 on	 whatever	 you	 eat,	 you	 will	 never	 appreciate	 the	 subtle
sweetness	and	flavors	in	berries	or	the	sweetness	in	a	leaf	of	romaine	lettuce.	Six
weeks	 off	 the	 sugar,	 salt,	 and	 oil,	 and	 your	 taste	 buds	will	 awaken.	 You	will
experience	new	flavor	profiles	that	you	will	love.

I	 want	 to	 maximize	 both	 your	 success	 and	 your	 enjoyment	 of	 food.	 I	 am
advising	 you	 to	 let	 me	 control	 your	 food	 choices	 and	 menus	 for	 now.	Don’t
make	eating	decisions	and	choices	on	your	own	right	now;	don’t	mess	with	an
approach	that	has	been	proven	to	work	for	thousands	of	people.

In	 other	 words,	 most	 of	 you	 have	 not	 succeeded	 in	 losing	 your	 excess
weight.	You	have	not	succeeded	in	achieving	great	health,	free	of	diseases	and
medications.	Your	decisions	so	 far	have	been	based	on	your	 instinctual	drives,
which	were	conditioned	by	the	foods	you	were	accustomed	to	eating.	In	order	to
undo	and	 retrain	 those	 ingrained	preferences,	you	need	 to	suspend	eating	what



you	want	for	now	and	just	eat	what	I	want	you	to.	Don’t	worry,	you	will	get	your
eating	free-will	back—but	first	you	have	to	(as	Nike	says)	“just	do	it.”

The	first	thing	you	have	to	do	is	get	out	a	marker	and	make	a	sign	to	put	on
your	 fridge	 that	 reads:	 The	 Salad	 Is	 the	 Main	 Dish.	 You	 have	 to	 make	 the
promise	to	eat	a	large	salad	as	the	main	dish	of	a	meal	at	least	once	a	day.	Did
you	put	the	book	down	and	do	that?	This	is	the	most	important	thing	you	can	do.
Did	you	make	the	promise?

	

I	 PROMISE	TO	EAT	A	LARGE	 SALAD,	AS	 THE	MAIN	DISH	OF
THE	MEAL,	AT	LEAST	ONCE	A	DAY.

_____________________________
YOUR	NAME	RIGHT	HERE

Remember	 to	 put	 some	 cruciferous	 vegetables	 into	 that	 raw	 green	 salad:
shredded	red	or	green	cabbage,	baby	kale,	arugula,	watercress,	Chinese	cabbage,
or	 baby	 bok	 choy.	 Also,	 add	 some	 thinly	 sliced	 red	 onion	 or	 scallion,	maybe
some	 tomato	 or	 pomegranate	 kernels,	 and	 then	 top	 it	 off	 with	 one	 of	 the
dressings	you	will	learn	about,	made	by	blending	whole	nuts	and	seeds	(instead
of	oil)	with	other	savory	ingredients.	I	use	the	Russian	Fig	Dressing	made	with
almonds,	tomato	sauce,	and	fig	vinegar	the	most.	I	 include	it	with	many	of	my
other	favorite	dressings	in	Chapter	9.	Since	salad	is	so	important	in	this	program,
it	is	important	that	you	learn	to	make	a	few	healthy	salad	dressings	that	you	love.

After	salad	dressings,	the	next	most	important	food	is	a	hearty	bean	soup	or
stew.	One	basic	technique	we	use	frequently	in	my	house	is	to	use	carrot	juice,
celery	 juice,	 tomato	 juice,	 with	 water	 as	 the	 soup	 base	 and	 then	 add	 beans,
veggies,	and	herbs	we	have	on	hand.	Make	a	giant	pot	of	soup	on	the	weekend
and	use	the	leftovers	stored	in	the	fridge	for	the	next	few	days.	A	salad	and	bowl
of	bean	soup	for	lunch	should	be	your	standard.

Eat	Large	Portions
Yes,	you	read	that	right:	Eat	bigger	portions	than	you	likely	have	in	the	past.	In
fact,	you	“crowd	out”	your	desire	for	unhealthy	foods	by	eating	larger	amounts
of	healthy	food	to	occupy	the	space	in	your	stomach.	I	want	you	to	especially	eat
large	portions	of	cooked	green	vegetables.	I	love	artichokes,	asparagus,	Brussels



sprouts,	zucchini,	and	string	beans	and	eat	huge	amounts	of	them.	See	how	many
cooked,	low-starch	vegetables	you	can	comfortably	eat.	The	amount	you	can	eat
of	these	is	almost	unlimited	because	they	are	so	low	in	calories.

Memorize	this	list	of	foods	that	you	should	eat	liberally:

	

1. All	green	vegetables,	both	raw	and	cooked,	including	frozen.	If	it	is	green,
you	get	 the	green	 light.	Don’t	 forget	 raw	peas,	 snow	pea	pods,	kohlrabi,
okra,	and	frozen	artichoke	hearts.

	

2. Non-green,	non-starchy	vegetables,	including	tomatoes,	peppers,	eggplant,
mushrooms,	 onions,	 garlic,	 leeks,	 cauliflower,	water	 chestnuts,	 hearts	 of
palm,	and	roasted	garlic	cloves.

	

3. Raw	starchy	vegetables,	such	as	raw	carrots,	raw	beets,	jicama,	radish,	and
parsnips.	They	are	all	great,	shredded	raw,	in	your	salad.

	

4. Beans/legumes,	 including	 split	 peas,	 lima	 beans,	 lentils,	 soybeans,	 black
beans,	and	all	red,	white,	and	blue	beans.	Soak	them	overnight,	then	rinse
and	cook	them,	add	them	to	salads	and	soups,	make	bean	burgers,	sprout
them,	and	eat	bean	pasta.

	

5. Low-sugar	 fruits,	 one	 or	 two	 with	 breakfast	 and	 about	 one	 more	 each
meal.

	

6. Try	to	have	berries	or	pomegranate	at	least	once	a	day.	Frozen	berries	are
the	most	cost	effective.

	



You	need	to	rethink	portion	sizes	and	learn	to	consume	large	amounts	of	the
right	 foods.	The	more	vegetables	you	eat,	 the	better.	 It	 is	almost	 impossible	 to
overeat	when	you	eat	 the	 right	 foods.	Still,	 you	 should	never	 eat	until	 you	are
uncomfortable	 or	 full.	You	 can	 always	 eat	more	 in	 a	 few	hours	when	you	 are
hungry	again.

The	Lowdown	on	Beans,	Nuts,	Seeds,	Grains,	and	Animal
Products

Try	 to	 include	 a	 daily	 cup	 of	 cooked	 beans,	 either	 in	 soup,	 in	 a	 chili	 or	 bean
stew,	or	added	to	your	salad.	Make	sure	you	also	get	at	least	1	ounce	(¼	cup)	of
raw	seeds	and	nuts	every	day.	 In	addition	 to	 that,	add	a	heaping	 tablespoon	of
ground	flaxseeds	or	chia	seeds,	too;	these	are	superfoods	that	can	transform	your
health.	If	you	are	overweight,	do	not	eat	more	than	2	ounces	of	nuts	and	seeds
per	day.	Most	of	this	nut	and	seed	allotment	will	be	used	to	make	delicious	salad
dressings	and	dips.

Grain	products	 are	 lower	on	 the	nutrient	 density	 scale,	 so	 limit	 yourself	 to
one	serving	per	day	of	whole	grain	products	such	as	steel	cut	oats,	wild	or	black
rice,	quinoa,	 farro,	cornmeal,	or	100	percent	whole	grain	bread.	Remember,	an
intact	grain	has	a	lower	glycemic	index	than	one	ground	into	a	flour,	so	steel	cut
oats	 are	 better	 than	 oatmeal	 flakes,	which	 are	 better	 than	 oat	 flour.	 Soaked	 or
sprouted	 grains	 and	 seeds	 can	 also	 be	 made	 into	 a	 delicious	 cracker	 using	 a
dehydrator	or	your	oven	set	on	the	lowest	setting.	I	like	to	add	lots	of	onion	and
dried	tomato	to	my	crackers.

If	you	currently	are	dealing	with	moderate	or	severe	heart	disease,	I	suggest
that	you	do	not	eat	any	animal	products;	do	the	vegan	version	of	this	diet-style.
By	eliminating	animal	products,	you	eliminate	any	excess	risk	and	can	make	this
health	transition	much	more	smoothly.	It	also	makes	things	simpler.	You	don’t
have	 to	measure	portions	or	be	concerned	 if	you	are	perhaps	eating	 too	much,
which	could	slow	or	inhibit	disease	reversal.

If	you	are	otherwise	in	good	health	and	you	desire	animal	products,	you	can
chop	a	small	amount	into	small	pieces	and	add	it	to	any	soup,	vegetable,	or	bean
dish	to	enhance	flavor.	Don’t	eat	more	than	1–2	ounces	per	day.	If	you	decide	to
use	 small	 amounts	 of	 animal	 products	 in	 your	 diet,	 then	 your	 animal	 product
consumption	should	be	a	mix	of	fish	and	wild	fowl.	You	should	avoid	eating	red
meats	and	cheese,	or	only	consume	these	very	rarely.	I	generally	advise	that	the
intake	of	all	animal	products	combined	should	not	exceed	8–10	ounces	a	week



for	a	woman	and	10–12	ounces	a	week	for	a	man.	Avoid	all	processed,	cured,
and	barbecued	meats	and	full-fat	dairy.

The	Cornerstone	of	Your	New	Heart-Protecting	Diet
With	 time,	 you	will	 feel	 like	 I	 do,	 that	 this	 is	 the	most	 emotionally	 satisfying
way	to	eat,	because	you	like	the	food	and	intellectually	you	know	it	is	good	for
the	future	you,	too.	Making	this	change	may	be	difficult	for	you	at	first	and	your
taste	preferences	may	not	change	overnight,	because	developing	new	habits	and
tastes	takes	time.	You	first	must	develop	a	new	and	different	mind-set.

The	first	 step	 is	 to	 learn	which	foods	are	 richest	 in	 lifesaving	nutrients	and
how	to	make	these	foods	enjoyable	so	that	they	become	the	foundation	of	what
you	eat.	The	cornerstone	of	your	new	diet	is	the	list	of	foods	below.	Memorize
them,	because	these	are	the	foods	with	the	highest	nutrient	density.	The	secret	to
your	 success	 is	 to	 eat	 primarily	 the	 natural	 foods	 in	 this	 list	 that	 contain	 high
nutrient	levels.	Eat	less	of	everything	else	that	is	not	on	this	list.

At	least	90	percent	of	your	diet	should	be	from	whole	plant	foods	such	as	the
following:

	

Green	 vegetables—including	 kale,	 Swiss	 chard,	 broccoli,
artichokes,	string	beans,	asparagus,	spinach,	cabbage,	lettuce,	snow
peas,	and	peas

	

Yellow/orange	 vegetables—including	 carrots,	 butternut	 squash,
winter	squash,	spaghetti	squash,	sweet	potato,	and	corn

	

Beans/legumes—including	chickpeas,	red	kidney	beans,	lentils,	and
adzuki	beans

	

Fresh	 fruits—including	 blueberries,	 strawberries,	 kiwis,	 apples,
oranges,	 grapes,	 pears,	 watermelon,	 and	 pomegranates	 (Eat	 dried



fruits,	including	raisins	and	dates,	only	in	small	amounts.)

	

Nonstarchy	 vegetables—including	 eggplant,	 mushrooms,	 peppers,
tomatoes,	and	onions

	

Raw	 nuts	 and	 seeds—including	 pistachios,	 filberts,	 almonds,
sunflower	 seeds,	 sesame	 seeds,	 walnuts,	 cashews,	 pecans,	 chia
seeds,	and	flaxseeds

	

Intact	grains—including	steel	cut	oats,	millet,	wild	rice,	buckwheat
groats,	and	hulled	barley

	

Minimally	 processed	 grain	 or	 bean	 products—including	 sprouted
breads,	 flaked	or	 rolled	grains	 (oatmeal),	bean	pasta,	 tofu,	 tempeh,
unsweetened	soy	or	nut	milks	in	moderate	quantities

You	should	also	eliminate	two	things	from	your	diet:

	

Eliminate	 or	 severely	 limit	 animal	 products.	 If	 using	 animal
products	 (strive	 to	 keep	 to	 less	 than	 10	 ounces	 a	week),	 use	 only
wild,	 low-mercury	 seafood	 or	 naturally	 raised	 fowl.	 Animal
products	are	best	used	in	very	small	amounts	as	flavor	enhancers	or
as	a	condiment,	not	as	a	main	dish.

	

Eliminate	 all	 refined	grains	 and	 sweeteners.	Avoid	 all	white	 flour
products,	 white	 rice,	 processed/cold	 breakfast	 cereals,	 sugar,	 and
other	sweetening	agents.



THE	NUTRITARIAN	DIET	VERSUS	THE	STANDARD	AMERICAN
DIET

NUTRITARIAN	DIET SAD
Vegetable-based Grain-based
Lots	of	fruit,	beans,	seeds,	nuts Lots	of	dairy	and	meat
Oil	used	sparingly Oils	comprise	major	caloric	load
Animal	products	0	to	3	times	a	week Animal	products	2	to	4	times	a	day
Nutrient-dense	calories Nutrient-poor	calories

Keep	It	Simple
In	this	chapter,	I	provide	you	with	two	weeks	of	menus,	and	in	the	next	chapter
you’ll	find	lots	of	great	recipes.	But	you	do	not	have	to	prepare	lots	of	recipes;	if
you	want	 to	stick	 to	basic	 foods	prepared	simply,	no	problem.	Eating	 this	way
can	 fit	 into	 any	 lifestyle,	 no	matter	how	much	or	how	 little	 time	you	have	 for
food	preparation.	Just	use	these	guidelines	to	structure	your	meals.

For	Breakfast

Intact	 grain,	 such	 as	 steel	 cut	 oats,	 hulled	 barley,	 or	 buckwheat
groats	(cooked	by	boiling	in	water	on	a	low	flame).	If	you	soak	the
grain	 overnight,	 the	 cooking	 time	 will	 be	 much	 shorter	 in	 the
morning.	Add	 ground	 flaxseeds,	 hemp	 seeds,	 or	 chia	 seeds	 to	 this
hot	cereal,	along	with	fresh	or	frozen	fruit.	Use	mostly	berries,	with
shredded	apple	and	cinnamon.

	

Or	a	serving	of	coarsely	ground,	100	percent	whole	grain	bread	with
raw	nut	butter.

	

Or	as	a	quick	and	portable	alternative,	have	a	green	smoothie,	such
as	my	Green	Berry	Blended	Salad.



For	Lunch

A	big	(really,	really	big!)	salad	with	a	nut/seed-based	dressing	(see
Chapter	9	for	some	great	choices)

	
Vegetable	bean	soup

	
One	fresh	fruit

For	Dinner

Raw	vegetables	with	a	healthful	dip
	

A	 cooked	 green	 vegetable	 that	 is	 simply	 and	 quickly	 prepared:
steamed	broccoli	 florets;	 sautéed	 leafy	greens	such	as	kale,	collard
greens,	or	Swiss	chard;	asparagus,	frozen	artichoke	hearts,	or	frozen
peas.

	

A	vegetable	 dish	 that	 has	 some	 starchy	 component	 or	 intact	 grain
with	it,	such	as	a	bean/oat/mushroom	burger	on	a	whole	wheat	pita
or	 a	 stir-fried	 dish	 with	 onions,	 cabbage,	 mushrooms,	 and	 water
chestnuts	with	wild	 rice	 or	 other	 intact	 grain	 and	 a	 sauce	 such	 as
Thai	peanut	sauce.

	

A	small	amount	of	fruit	for	dessert,	such	as	frozen	cherries	or	apple
slices	with	nut	butter.

What	Is	an	Intact	Grain?
Whole	 grains	 are	 higher	 in	 nutrients	 than	 refined	 grains,	 but	 they	 are	 not
necessarily	intact	grains.	To	meet	the	definition	of	a	whole	grain,	all	the	parts	of
the	grain	should	be	there,	but	it	can	be	ground	up	into	a	fine	powder	like	pastry
flour,	which	has	a	high	glycemic	load.	The	word	“intact”	refers	to	a	whole	grain



that	 still	 retains	 the	 shape	 and	 appearance	 of	 the	 way	 it	 was	 grown	 and
harvested.	 It	has	not	been	ground	 into	a	powder	 (flour).	As	you	would	expect,
because	they	are	not	ground	and	contain	the	full	fibrous	shell,	 intact	grains	are
digested	slowly	and	have	a	more	favorable	glycemic	index.

Examples	of	intact	whole	grains	are	oat	groats	and	steel	cut	oats.	Grains	have
a	continuum	of	wholesomeness	and	glycemic	effects.	From	most	wholesome	to
least,	 for	 oats	 it	would	 go	 oat	 groats	 	 steel	 cut	 oats	 	 oatmeal	 	 quick
cook	oats	 	oat	flour.	All	of	these	are	whole	grains,	but	only	the	first	two	are
intact	whole	grains.	The	oats	 in	oatmeal	are	cut	and	rolled,	and	the	quick	cook
oats	are	cut	even	more	finely	and	then	cooked	and	rolled.

It	is	always	best	to	eat	your	grains	mostly	in	the	form	of	intact	whole	grains
and	 not	 made	 into	 flour	 and	 then	 bread.	 Some	 breads	 are	 made	 from	 intact
sprouted	grains	or	coarsely	ground	grain	and	therefore	are	more	favorable	than
others.	Manna	Organics	bread,	Ezekiel	bread,	and	Alvarado	Street	Bakery	bread
are	 examples	of	national	brands,	 available	 in	 the	 frozen	 section	of	health	 food
stores,	 whose	 grains	 are	 more	 intact	 (not	 finely	 ground)	 and	 therefore	 more
nutritionally	favorable.

Here	are	some	common	grains	that	can	be	eaten	in	their	intact	form:

	

Amaranth:	 A	 gluten-free	 grain	 that	 is	 particularly	 high	 in	 protein
compared	with	other	grains,	and	even	higher	in	lysine.	It	maintains
its	crunchiness	after	cooking	 in	water.	Be	sure	 to	use	 lots	of	water
when	you	cook	it	because	it	thickens	the	water.

	

Barley:	Hulled	or	dehulled	barley	 is	considered	 intact	because	 just
the	 inedible	 hull	 is	 removed.	 Pearled	 barley	 is	 not	 a	 whole	 grain.
Barley	 is	high	 in	beta-glucan,	which	helps	 lower	cholesterol.	Soak
barley	overnight	before	cooking.	It	is	great	cooked	like	rice;	mixed
with	 beans,	 onions,	 herbs,	 and	 spices;	 used	 in	 soup;	 eaten	 as	 a
breakfast	cereal;	or	used	in	dehydrated	crackers.

	

Brown	rice:	Brown	rice	has	gotten	bad	press	lately	since	Consumer



Reports	published	a	story	on	arsenic	levels	in	brown	rice	secondary
to	fertilizers	used	and	the	increased	uptake	of	arsenic	in	the	bran	of
the	 rice.	At	 this	point,	 I	do	not	 recommend	consumption	of	brown
rice	 on	 a	 regular	 basis,	 as	 there	 are	 lots	 of	 other	 better	 options,
including	wild	rice.

	

Buckwheat:	Buckwheat	 is	not	 related	 to	wheat,	 so	 it	 is	a	 favorable
grain	for	wheat-sensitive	people.	It	 is	also	rich	in	protein	and	fiber
and	has	been	shown	to	lower	cholesterol.	Buckwheat	groats	can	be
soaked	in	advance	and	then	used	to	make	porridge,	a	seasoned	side
dish,	or	crackers.	Kasha	is	toasted	buckwheat.

	

Millet:	This	versatile,	gluten-free	grain	is	a	staple	crop	in	India	and
Africa.	Mildly	sweet	and	nutty,	 it	can	be	used	 in	both	main	dishes
and	desserts.	Depending	on	the	length	of	time	it	is	cooked,	it	can	be
slightly	crunchy	or	soft	and	creamy.	Serve	 it	with	stir-fried	dishes,
add	 it	 to	 salads,	 or	make	 a	 breakfast	 porridge	with	 cooked	millet,
nuts,	seeds,	and	fruit.

	

Quinoa:	Although	quinoa	is	usually	considered	a	whole	grain,	 it	 is
actually	a	seed.	It	 is	a	good	protein	source	and	cooks	in	just	 ten	to
fifteen	minutes.	 Rinse	 quinoa	 before	 cooking	 because	 it	 is	 coated
with	a	bitter	compound	called	saponin.	Quinoa	tastes	great	by	itself,
or	 for	a	substantial	salad,	 toss	 it	with	veggies,	nuts,	and	a	flavored
vinegar	or	light	dressing.	It	makes	a	great	addition	to	veggie	burgers
and	even	works	well	in	breakfast	or	dessert	puddings.

	

Rye:	A	cereal	grain	with	less	gluten	than	wheat,	the	rye	berry	can	be
boiled	whole	or	used	in	cereals	in	the	rolled	form,	like	oats.	You	can
coarsely	grind	 it	 in	a	blender	and	 then	 soak	 it	 and	use	 it	 to	give	a
nice	flavor	to	coarse	breads	and	crackers.



	

Sorghum:	Hearty,	chewy	sorghum	doesn’t	have	an	inedible	hull	so
you	can	eat	it	with	all	its	outer	layers,	thereby	retaining	the	majority
of	 its	 nutrients.	 Use	 it	 in	 its	 whole	 grain	 form	 as	 an	 addition	 to
vegetable	 salads	 or	 cooked	 dishes.	 It	 has	 a	mild	 flavor	 that	won’t
compete	with	the	delicate	flavors	of	other	food	ingredients.	For	best
results,	soak	it	in	water	overnight,	then	cook	it	for	about	an	hour.

	

Teff:	Tiny,	whole	grain	teff	has	been	a	staple	of	Ethiopian	cooking
for	 thousands	of	 years.	 It	 is	 the	 smallest	 grain	 in	 the	world;	 about
100	 grains	 are	 the	 size	 of	 a	 kernel	 of	 wheat.	 It	 has	 a	mild,	 nutty
flavor,	 cooks	 quickly,	 and	 is	 a	 good	 source	 of	 calcium	 and	 iron.
Serve	it	with	fruit	and	cinnamon	for	a	hot	breakfast	cereal	or	add	it
to	stews,	baked	goods,	or	veggie	burgers.

	

Wheat	berries:	A	wheat	berry	 is	 the	entire	wheat	kernel,	 the	 intact
whole	 grain,	 composed	 of	 the	 bran,	 germ,	 and	 endosperm.	 The
chewy	 texture	 of	 wheat	 berries	makes	 them	 an	 interesting,	 hearty
addition	 to	 a	 variety	 of	 salads.	 They	 can	 also	 be	 used	 as	 an
alternative	to	rice.	Cook	in	boiling	water	for	about	fifty	minutes	or
until	tender.

	

Wild	 rice:	 This	 is	 not	 actually	 rice	 but	 the	 seed	 of	 a	 semiaquatic
grass	 that	 is	 native	 to	 North	 America.	 Wild	 rice	 is	 rich	 in
antioxidants	and	is	a	good	alternative	to	brown	rice,	especially	since
it	 is	 not	 contaminated	 with	 arsenic.	 Wild	 rice	 bursts	 open	 when
cooked,	 so	 it	 is	 easy	 to	 tell	 when	 it	 is	 done.	 Combine	 with
mushrooms,	onions,	and	your	 favorite	herbs	 for	a	 simple	side	dish
or	add	to	soups	and	stuffing.

Obviously,	 people	 with	 celiac	 disease	 or	 those	 who	 are	 gluten	 or	 wheat



intolerant	 should	 avoid	 wheat	 and	 other	 gluten-containing	 grains,	 including
spelt,	Kamut,	triticale,	barley,	and	rye.

Tips	and	Tricks	for	Nutritarian-Style	Cooking
Eating	the	way	I	am	recommending	can	be	a	big	change	from	what	you	are	used
to,	 but	 you	will	 quickly	 learn	 the	 tricks	 of	 the	 trade	 and	 come	up	with	 lots	 of
creative	ideas	for	making	healthy	recipes	and	meals.	Invariably,	if	you	stick	with
this	diet-style,	you	will	get	well	and	even	prefer	to	eat	this	way.	You	will	learn	to
enjoy	the	simple	flavors	of	real	food	and	to	appreciate	how	much	better	you	feel.

During	 the	 first	week	 of	 your	 transformation,	 try	 to	 accomplish	 these	 four
tasks	(see	Chapter	9	for	recipes):

	

1. Make	the	Garlic	Nutter	Spread	because	you	can	use	it	as	a	spread	or	a	dip.

	

2. Make	another	dressing	or	dip	you	love.

	

Once	you	have	some	salad	dressings	and	dips	that	you	like,	it	becomes	easy
to	 eat	 any	 vegetable	 raw:	 Just	 dip	 it	 in	 a	 great	 dressing	 or	 delicious	 sauce.
Remember,	the	sauce	makes	the	food	special.

	

3. Make	a	healthy	cracker.

	

4. Make	a	veggie	bean	soup.

Blending
A	durable,	high-powered	blender	is	well	worth	the	investment.	I	make	many	of
my	smoothies,	dressings,	soups,	and	desserts	with	a	blender.	Since	I	use	whole-
food	 ingredients	 such	 as	 vegetables,	 fruits,	 nuts,	 seeds,	 and	 dried	 fruit,	 it	 is



important	that	the	machine	have	enough	power	and	speed	to	efficiently	process
these	ingredients	to	the	desired	smooth	consistency.	Inexpensive	models	will	not
provide	 a	 smooth,	 creamy	 texture,	 and	 their	 motors	 tend	 to	 burn	 out	 after	 a
month	 or	 two	 of	 daily	 use.	 If	 you	 have	 only	 a	 standard,	 moderately	 priced
blender,	add	a	bit	more	water	to	make	a	thinner	dip	or	dressing.	You	can	use	a
thick	carrot,	wide	end	down,	or	a	 thick	rib	of	celery	 like	a	plunger	 to	push	 the
food	down	into	the	blades	to	aid	in	blending.

I	make	smoothies	and	blended	salads	by	blending	 together	 raw	 leafy	green
vegetables,	fruit,	and	seeds	or	nuts.	This	is	an	effective	way	to	increase	nutrient
absorption,	because	a	blender	crushes	the	cell	walls	of	the	plants	more	efficiently
than	 chewing,	 making	 it	 easier	 for	 our	 bodies	 to	 absorb	 the	 beneficial
phytochemicals	 contained	 inside	 the	 plants’	 cells.	 But,	 the	main	 advantage	 of
blending	 a	 salad,	 instead	 of	 chewing	 one,	 is	 that	 you	 can	 consume	 it	 more
quickly	when	you	don’t	have	much	time	to	eat.

As	I’ve	already	mentioned,	refined	oils	are	devoid	of	nutrients,	so	I	use	nuts,
seeds,	 and	 avocados	 to	 make	 my	 Nutritarian	 dressings.	 These	 ingredients
provide	fatty	acids	 that	are	essential	 to	our	well-being.	The	right	high-powered
blender,	such	as	the	Vitamix	brand,	will	be	able	to	process	these	ingredients	into
a	 creamy,	 delicious	 salad	 dressing.	 Similarly,	 you	 can	make	 creamy	 soups	 by
blending	raw	nuts	into	the	soup	to	provide	a	smooth	texture	and	rich	flavor.	The
refreshing	 fruit	 sorbets	 and	 ice	 “creams”	 that	 I	 enjoy	 and	 recommend	 also
require	the	ability	to	smoothly	combine	frozen	fruit,	dried	fruit,	nuts,	and	seeds.

Steaming	Vegetables
Steaming	a	veggie	is	quick	and	easy.	You	only	need	a	steamer	pot	with	a	lid	or	a
steamer	basket	 to	place	 in	a	pot	with	a	 lid.	Alternatively,	you	can	 improvise	a
steamer	 by	 placing	 in	 the	 bottom	 of	 a	 pot	 a	 few	 stalks	 of	 celery	 or	 the	 outer
leaves	of	lettuce	or	cabbage	that	you	were	going	to	discard.	Add	a	small	amount
of	 water	 and	 the	 food	 you	 are	 cooking,	 cover,	 and	 cook	 for	 the	 appropriate
length	of	time.

Don’t	steam	vegetables	until	they	are	very	soft.	By	then,	the	water	has	turned
green	and	you	have	washed	away	half	of	the	water-soluble	nutrients.	The	trick	is
to	 stop	steaming	when	 the	veggies	have	 just	 started	 to	become	 tender	and	still
retain	 some	 firmness.	 Boil	 water	 in	 a	 pot	 with	 a	 tight	 lid	 first,	 then	 add	 the
vegetables,	cover,	and	start	your	timer.	These	are	the	steaming	times	that	I	find
work	best.	(They	assume	the	artichokes	have	been	cut	in	half	and	prepped,	and
cabbage	and	broccoli	stems	have	been	sliced.)



Artichokes 18	minutes
Asparagus 13	minutes
Bok	choy 10	minutes
Broccoli 14	minutes
Brussels	sprouts 13	minutes
Cabbage 13	minutes
Kale,	collards,	Swiss	chard 10	minutes
Snow	peas 10	minutes
String	beans 13	minutes
Zucchini 13	minutes

ANATOMY	OF	AN	ARTICHOKE

TIPS	FOR	PREPARING	AN	ARTICHOKE
To	cook	an	artichoke,	slice	1	inch	off	the	tip.	Cut	off	about	¼	inch	or	less	of	the
very	 bottom	 piece	 of	 the	 stem	 to	 expose	 the	 fresh	 green	 bottom,	 keeping	 the
remaining	stem	attached.	Then,	using	a	large	sharp	knife,	slice	the	artichoke	in
half	lengthwise.	Once	sliced	in	half,	you	can	see	the	fuzzy	inedible	choke	part.
Use	 a	 small	 pointed	 knife	 to	 cut	 a	 deep	 half-moon-shaped	 incision	where	 the
heart	meets	the	choke.	Scoop	out	and	discard	the	fibrous	and	hairy	choke	from
the	 center	 of	 each	 half.	 Place	 the	 artichoke	 in	 a	 steamer	 basket	 over	 several
inches	of	water.	Bring	the	water	to	a	boil,	cover,	and	steam	for	eighteen	minutes.
Set	the	artichoke	aside	until	it’s	cool	enough	to	handle.



To	eat,	peel	off	the	outer	leaves	one	at	a	time.	Tightly	grip	the	outer	end	of
the	 leaf,	 place	 the	 opposite	 end	 in	 your	mouth,	 and	pull	 through	your	 teeth	 to
remove	the	soft,	pulpy,	delicious	portion	of	the	leaf.	You	can	also	scrape	off	the
edible	portion	with	a	butter	knife.	Then	you	can	eat	it	plain	or	prepare	a	healthful
dip	 or	 dressing.	 Continue	 until	 all	 the	 leaves	 are	 removed.	 Cut	 the	 remaining
heart	into	pieces	and	enjoy!

Water-Sautéing	and	Cooking	with	a	Wok
Since	you	should	avoid	or	greatly	limit	oils	in	your	diet,	I	recommend	sautéing
vegetables	with	water	or	cooking	them	in	a	wok.	These	methods	are	preferable
to	boiling,	baking,	or	roasting.	When	vegetables	are	boiled,	some	of	the	nutrients
are	lost	in	the	cooking	water.	Soup	is	the	exception	because	all	the	nutrients	are
retained	in	the	liquid.	During	baking,	roasting,	or	grilling,	the	high	temperatures
cause	the	formation	of	acrylamides,	compounds	that	can	cause	genetic	mutations
and	increase	the	risk	of	cancer.

To	 water-sauté,	 use	 a	 small	 amount	 of	 water	 or	 other	 liquid	 to	 sauté	 the
vegetables,	including	onions	and	garlic.	Heat	a	skillet,	wok,	or	pan	on	high	heat
until	water	sizzles	when	dropped	on	the	pan.	Add	a	tablespoon	or	two	of	water
and,	 when	 hot,	 add	 the	 vegetables	 and	 cook,	 covering	 occasionally.	 Add
additional	 liquid	 as	 needed	 until	 the	 vegetables	 are	 tender,	 but	 don’t	 add	 too
much	water	 or	 the	 food	will	 be	 boiled,	 not	 sautéed.	 To	 enhance	 flavor	 in	 the
onions,	garlic,	or	other	vegetables	you	are	cooking,	 let	 the	pan	get	dry	enough
for	 the	food	to	start	 to	brown	just	a	 little	before	you	add	more	liquid.	You	can
also	 use	 low-sodium	 vegetable	 broth,	 coconut	 water,	 tomatoes,	 or	 wine	 for
sautéing	vegetables.

Use	 a	 wok	 or	 skillet	 to	 cook	 vegetables	 in	 a	 flavorful	 cooking	 liquid	 that
contributes	a	distinctive	taste	and	provides	a	sauce	for	the	dish.	To	wok-or	stir-
fry	 successfully,	 you	 need	 a	 large	 wok	 or	 skillet	 so	 the	 ingredients	 can	 cook
evenly	 and	 not	 be	 too	 crowded.	 Cut	 ingredients	 into	 uniform-size	 pieces	 and
give	hard	vegetables	such	as	carrots,	broccoli,	and	cauliflower	a	head	start	before
adding	 other,	 softer	 vegetables.	 Add	 leafy	 vegetables	 toward	 the	 end	 of	 the
cooking	time	since	often	they	only	need	to	wilt	a	bit,	which	doesn’t	take	much
time.

Do	not	overcook	vegetables,	which	causes	them	to	lose	valuable	nutrients.

Cooking	with	Herbs	and	Spices—for	Flavor	and	Health



Learn	to	use	flavorful	herbs	and	spices	instead	of	salt	to	season	your	foods.	As
we	 saw	 in	Chapter	 6,	 salt	 dulls	 your	 taste	buds,	 and	 soon	 food	begins	 to	 taste
bland	unless	 it	 is	heavily	salted.	When	you	stop	using	salt,	your	 sense	of	 taste
returns	 and	 you	 can	 learn	 to	 appreciate	 a	 wide	 variety	 of	 subtle	 flavors.	 Add
fresh	herbs	such	as	dill	and	basil	 liberally	 to	your	dishes—they	add	flavor	and
also	 have	 beneficial	 health	 effects.	 Plus,	 never	 forget	 Simon	 and	 Garfunkel’s
cooking	tips	for	using	fresh	herbs:	parsley,	sage,	rosemary,	and	thyme.

Use	 herbs	 and	 spices	 to	 impart	 mild	 or	 bold	 flavors	 to	 your	 recipes.
International	cuisines	each	have	their	own	characteristic	set	of	seasonings,	which
add	 flavor	without	 the	 use	 of	 salt.	You	 can	 add	 a	moderate	 level	 of	 heat	with
ingredients	such	as	black	pepper,	cayenne	pepper,	or	crushed	red	pepper	flakes.
Vinegar	and	citrus	ingredients	such	as	lemon,	lime,	and	orange	are	also	terrific
flavor	enhancers.	I	love	to	use	raw	or	roasted	garlic	to	pump	up	the	flavor	when	I
cook.

Unlike	 salt,	 which	 has	 the	 potential	 to	 increase	 your	 risk	 of	 developing
disease	 (see	 Chapter	 6),	 many	 herbs	 and	 spices	 show	 promise	 for	 having
beneficial	 properties.	 For	 instance,	 studies	 show	 that	 curcumin,	 the	 active
substance	in	turmeric,	may	reduce	inflammation,	help	fight	infections	and	some
cancers,	 and	 treat	digestive	problems.1	Turmeric	 is	a	popular	 Indian	spice	 that
has	 a	warm,	mild	 flavor	 that	 resembles	 a	 cross	 between	 ginger	 and	 orange.	 It
gives	Indian	curry	its	flavor	and	yellow	color.

Many	cuisines	worldwide	use	gingerroot;	it	is	featured	particularly	in	Asian
cooking	 and	 pairs	 well	 with	 garlic	 in	 savory	 sauces	 and	 dressings.	 Ginger
contributes	a	zesty,	pungent	flavor	and	has	been	valued	since	ancient	 times	for
its	 ability	 to	 soothe	 nausea	 and	 gastrointestinal	 distress.	 Ginger	 contains
gingerols,	active	phytochemicals	 that	are	responsible	for	ginger’s	characteristic
flavor	and	help	to	reduce	the	body’s	inflammatory	response.	Some	studies	show
that	ginger	can	alleviate	pain	and	improve	mobility	in	people	with	osteoarthritis
and	rheumatoid	arthritis.2

The	sweet-spicy	flavor	of	cinnamon	enhances	the	taste	of	entrees,	breakfasts,
and	 desserts.	 The	 two	 major	 types	 of	 cinnamon	 used	 in	 food	 preparation	 are
Ceylon	cinnamon	and	cassia	cinnamon.	Look	for	Ceylon	cinnamon,	which	has	a
sweeter,	more	delicate	taste	and	is	known	as	“true	cinnamon.”	Cassia	cinnamon
is	 more	 commonly	 found	 at	 your	 grocery	 store	 and	 is	 less	 expensive,	 but	 it
should	not	be	consumed	liberally.	It	contains	high	levels	of	coumarin,	a	naturally
occurring	 substance	 that	 has	 the	 potential	 to	 damage	 the	 liver	 in	 high	 doses.



Ceylon	 cinnamon	 contains	 only	 traces	 of	 coumarin.	 For	 people	with	 diabetes,
cinnamon	 may	 play	 a	 role	 in	 regulating	 blood	 sugar.	 Cinnamon	 contains
phytochemicals	that	enhance	insulin	signaling	and	facilitate	glucose	uptake	and
storage	by	the	body’s	cells.3

Desserts
I	can’t	say	it	 too	often:	This	diet	is	not	about	willpower	and	sacrifice.	You	can
indulge	in	satisfying,	delicious	desserts.	As	you	can	see	from	the	dessert	recipes
in	Chapter	9,	it	is	possible	to	create	nutritious	and	tasty	treats	using	only	whole,
natural	 ingredients:	fresh,	frozen,	or	unsulfured	dried	fruit;	raw	nuts	and	seeds;
and	whole	grains.

Stick	to	natural,	whole	foods	as	sweeteners.	If	you	are	using	dried	fruit	such
as	dates	or	raisins,	use	just	enough	to	make	the	dish	moderately	sweet.	I	do	not
recommend	 agave	 nectar	 or	 honey,	 which	 are	 concentrated	 sweeteners	 with
minimal	 nutritional	 value.	 Avoid	 artificial	 sweeteners	 such	 as	 aspartame,
saccharine,	and	sucralose	because	their	safety	is	questionable.

Many	of	 the	 desserts	 in	 this	 book	have	been	 sweetened	with	 dried	 fruit	 or
dates.	 I	 try	not	 to	use	more	 than	one	date	per	serving	 in	 the	dessert	 recipes,	so
they	may	 be	 less	 sweet	 than	 the	 desserts	 you	 are	 accustomed	 to	 eating.	With
time,	your	ability	to	sense	sweet	will	increase,	and	you	will	prefer	them	this	way.

My	favorite	desserts	are	homemade	fruit	sorbets	and	ice	creams	that	you	can
easily	 make	 in	 minutes.	 By	 blending	 frozen	 fruit	 (bananas,	 berries,	 peaches,
cherries,	mango)	with	some	nuts	(cashews,	almonds,	macadamia	nuts)	or	seeds
(hemp,	 chia,	 flax),	 maybe	 some	 dried	 fruit	 (dates,	 unsulfured	 apricots,	 or
pineapple)	 and	 a	 splash	 of	 nondairy	milk,	 you	 can	make	 your	 own	 refreshing
creations.	The	frozen	desserts	in	Chapter	9	will	give	you	some	ideas	to	get	you
started.

Reading	Labels
In	most	cases,	reading	the	label	of	a	packaged,	processed	product	will	persuade
you	 to	 put	 it	 back	 on	 the	 shelf.	 Generally,	 avoid	 foods	 in	 packages,	 but	 such
information	 can	 occasionally	 be	 useful.	 For	 example,	 if	 you	 are	 occasionally
consuming	 bread	 products,	 make	 sure	 that	 they	 are	 100	 percent	 whole	 grain.
“Enriched	wheat	flour”	is	just	white	flour.	Check	the	list	of	ingredients	to	make
sure	it	says	“whole	wheat	flour”	and	not	just	“wheat	flour,”	or	a	combination	of
whole	wheat	and	white/wheat	flour.



Note	 the	 sodium	content	of	 the	packaged	 food	 items	you	purchase—you’ll
be	surprised	to	see	how	much	sodium	is	in	the	products	you	use	every	day.	Look
for	 foods	 that	 are	 labeled	 “no	 salt	 added”	 or	 “low	 sodium.”	 As	 you	 saw	 in
Chapter	6,	food	that	is	labeled	“low	sodium”	must	have	less	than	140	milligrams
of	sodium	per	serving.	Be	careful	of	products	labeled	“reduced	sodium”;	all	that
means	 is	 that	 they	contain	25	percent	 less	 sodium	per	 serving	 than	 the	 regular
version	of	that	food,	which	could	still	be	very	high.

Two	Weeks	of	General	Sample	Menus
The	two	weeks	of	general	sample	menus	that	follow	will	give	you	great	ideas	for
planning	 delicious	Nutritarian	meals.	 These	menus	 feature	 recipes	 designed	 to
taste	 great	 while	 providing	 maximum	 nutrient	 density—without	 added	 salt,
refined	oils,	or	artificial	and	processed	ingredients.

You	can	choose	 to	 follow	 these	menus	 to	 the	 letter	or	pick	and	choose	 the
meals	and	recipes	 that	work	for	your	 lifestyle	and	preferences.	You	can	switch
around	 the	 foods	 and	 recipes	 and	 eat	 them	 in	 different	 combinations	 or	 at
different	meals.

To	reduce	the	amount	of	time	you	spend	in	the	kitchen,	make	large	amounts
and	then	use	the	leftovers	for	three	to	four	days.	Use	a	homemade	salad	dressing
for	several	days.	Make	a	big	pot	of	soup	and	split	it	up	into	small	containers	so	it
can	provide	several	dinners	and/or	lunches.	Leftovers	from	dinner	make	an	easy
lunch	the	next	day.

These	 two	weeks	of	 sample	menus	provide	you	with	 enough	dishes	 to	 last
almost	twice	as	long	as	two	weeks.	These	menus	will	get	you	started	and	show
you	the	pattern	of	eating	that	I	want	you	to	become	comfortable	with.	I	hope	that
in	 no	 time	 you	will	 be	 trying	 new	 dishes	 and	 even	 thinking	 up	 some	 of	 your
own.

The	 daily	 menus	 are	 based	 on	 approximately	 1,700	 calories,	 but	 you	 can
adjust	 them	 depending	 on	 your	 needs.	 If	 you	 need	 to	 lose	 weight,	 you	 can
modify	 the	 menus	 and	 reduce	 calories	 by	 eating	 less	 dried	 fruits	 and	 nuts,
avocado,	 and	 bread	 and	 cutting	 back	 on	 fruit	 a	 bit,	 too.	 If	 you	 are	 physically
active	 and	 require	 additional	 calories,	 increase	 the	 portion	 sizes	 and	 add	more
raw	nuts	and	seeds,	avocado,	beans,	and	intact	whole	grains.

If	you	have	diabetes,	reduce	or	remove	dried	fruit	from	your	menu.	In
general,	diabetics	should	have	only	one	fruit	serving	with	each	meal.	I



strongly	recommend	that	people	with	both	type	1	and	type	2	diabetes	read
my	book	The	End	of	Diabetes.

If	 you	 have	 a	 serious	 medical	 condition	 such	 as	 recurring	 angina	 at	 low
workloads,	 a	 recent	 transient	 ischemic	 attack	 (TIA)	 or	 cerebral	 embolic	 event,
uncontrolled	blood	pressure	despite	medication	use,	poorly	controlled	diabetes,
or	 you	 are	 significantly	 overweight,	 I	 suggest	 you	 follow	 the	most	 aggressive
version	of	 this	 program—the	Radical	Weight	Reduction	Menu	 (page	 247)—to
drop	 body	 weight	 quickly	 over	 the	 first	 six	 weeks,	 thereby	 dramatically
lessening	 your	 risk	 of	 stroke	 and	 heart	 attack—or	 even	 death.	 The	 Radical
Weight	Reduction	Menu	is	similar	to	the	aggressive	menu	in	my	book	The	End
of	Diabetes,	 as	 it	 starts	out	 lower	 in	calories	and	with	an	even	 lower	glycemic
load	to	facilitate	rapid	results	and	enable	the	rapid	discontinuation	of	medication.

Recipes	for	items	marked	with	an	asterisk	are	included	in	Chapter	9	of	this
book.



Week	1

Monday
BREAKFAST

Nutritarian	Granola*
Unsweetened	soy,	almond,	or	hemp	milk
Mixed	berries	(fresh	or	use	defrosted	frozen	berries)

LUNCH
Black	Bean	and	Sweet	Potato	Quesadillas*

DINNER
Broccoli	Mushroom	Bisque*
Salad	with	mixed	greens,	tomatoes,	and	chopped	red	onion
Lemon	Basil	Vinaigrette*
Vanilla	Zabaglione	with	Fresh	Fruit*

NUTRITION	FACTS	FOR	THIS	MENU:	CALORIES	1712;	PROTEIN	64g;	CARBOHYDRATE	257g;
TOTAL	FAT	61g;	SATURATED	FAT	9g;	SODIUM	667mg;	FIBER	51g;	BETA-CAROTENE	35,038ug;
VITAMIN	C	 347mg;	 CALCIUM	 830mg;	 IRON	 22mg;	 FOLATE	 688ug;	MAGNESIUM	 690mg;	 ZINC
11mg;	SELENIUM	44ug

PROTEIN	14	percent;	CARBOHYDRATE	56	percent;	TOTAL	FAT	30	percent



Tuesday
BREAKFAST

Eat	Your	Greens	Fruit	Smoothie*
Granny’s	Granola	Bars*

LUNCH
Raw	veggies	with	Artichoke	Hummus*
Broccoli	Mushroom	Bisque*	(leftover)
Watermelon	or	other	fruit

DINNER
Cauliflower,	Coconut,	and	Turmeric	Soup*	 topped	with	Crispy	Chickpeas*

(if	desired,	add	a	small	amount	of	chicken	or	shrimp)
Napa	Cabbage	Salad	with	Sesame	Peanut	Dressing*

NUTRITION	FACTS	FOR	THIS	MENU:	CALORIES	1701;	PROTEIN	64g;	CARBOHYDRATE	242g;
TOTAL	FAT	68g;	SATURATED	FAT	12g;	SODIUM	603mg;	FIBER	55g;	BETA-CAROTENE	39,876ug;
VITAMIN	C	 519mg;	 CALCIUM	 882mg;	 IRON	 22mg;	 FOLATE	 956ug;	MAGNESIUM	 725mg;	 ZINC
13mg;	SELENIUM	56ug

PROTEIN	 14	 percent;	 CARBOHYDRATE	 52.6	 percent;	 TOTAL	 FAT	 33.4
percent



Wednesday
BREAKFAST

Swiss	Cherry	Oatmeal*

LUNCH
Big	salad	with	romaine	lettuce,	shredded	red	cabbage,	and	beans	(and	other

assorted	vegetables	as	desired)
Russian	Fig	Dressing*
Strawberries

DINNER
Raw	veggies	with	Artichoke	Hummus*	(leftover)
Creamy	Kale	and	Mushroom	Casserole
Chia	Pudding*

NUTRITION	FACTS	FOR	THIS	MENU:	CALORIES	1779;	PROTEIN	69g;	CARBOHYDRATE	261g;
TOTAL	FAT	63g;	SATURATED	FAT	13g;	SODIUM	593mg;	FIBER	73g;	BETA-CAROTENE	29,730ug;
VITAMIN	C	429mg;	CALCIUM	949mg;	 IRON	23mg;	FOLATE	1053ug;	MAGNESIUM	686mg;	ZINC
11mg;	SELENIUM	53ug

PROTEIN	 14.6	 percent;	 CARBOHYDRATE	 55.4	 percent;	 TOTAL	 FAT	 30
percent



Thursday
BREAKFAST

Mango,	Coconut,	and	Quinoa	Breakfast	Pudding*
Almond	Hemp	Nutri-Milk*

LUNCH
Farro	and	Kale	Salad	with	White	Beans	and	Walnuts*
Steamed	asparagus
Fresh	figs	or	unsulfured	dried	figs

DINNER
Dr.	Fuhrman’s	Famous	Anticancer	Soup*
Baked	Eggplant	Fries*
Berries	or	other	fruit

NUTRITION	FACTS	FOR	THIS	MENU:	CALORIES	1729;	PROTEIN	65g;	CARBOHYDRATE	269g;
TOTAL	FAT	57g;	SATURATED	FAT	7g;	SODIUM	313mg;	FIBER	55g;	BETA-CAROTENE	28,536ug;
VITAMIN	C	 257mg;	 CALCIUM	 954mg;	 IRON	 21mg;	 FOLATE	 989ug;	MAGNESIUM	 725mg;	 ZINC
13mg;	SELENIUM	54ug

PROTEIN	14	percent;	CARBOHYDRATE	58	percent;	TOTAL	FAT	28	percent



Friday
BREAKFAST

Two	pieces	of	fruit
1	ounce	(about	¼	cup)	raw	almonds	or	walnuts

LUNCH
Dr.	Fuhrman’s	Famous	Anticancer	Soup*	(leftover)
Salad	with	mixed	greens,	tomato,	and	chopped	red	onion	(and	other	assorted

vegetables	as	desired)
Italian	Dressing	with	Roasted	Garlic*
Defrosted	frozen	peaches	or	other	fruit

DINNER
Lentil	Walnut	Burritos	with	Peppers,	Onions,	and	Salsa*
Steamed	broccoli
Seasoned	Kale	Chips	and	Popcorn*

NUTRITION	FACTS	FOR	THIS	MENU:	CALORIES	1703;	PROTEIN	62g;	CARBOHYDRATE	256g;
TOTAL	FAT	64g;	SATURATED	FAT	9g;	SODIUM	643mg;	FIBER	56g;	BETA-CAROTENE	41,414ug;
VITAMIN	C	 614mg;	 CALCIUM	 779mg;	 IRON	 20mg;	 FOLATE	 880ug;	MAGNESIUM	 581mg;	 ZINC
11mg;	SELENIUM	25ug

PROTEIN	 13.3	 percent;	 CARBOHYDRATE	 55.4	 percent;	 TOTAL	 FAT	 31.3
percent



Saturday
BREAKFAST

Turmeric	and	Ginger	Tea*
Banana	Cocoa	Muffins*
Cantaloupe	or	other	fresh	fruit

LUNCH
Big	salad	with	romaine	lettuce,	arugula,	tomatoes,	and	white	beans
Italian	Dressing	with	Roasted	Garlic*
Grapes	or	other	fruit

DINNER
Three-Seed	Burgers*	or	Black	Bean	and	Turkey	Burgers*
Seasoned	Sweet	Potato	Fries*
Cabbage,	Apple,	and	Poppy	Seed	Slaw*
Vanilla	or	Chocolate	Nice	Cream*

NUTRITION	FACTS	FOR	THIS	MENU:	CALORIES	1727;	PROTEIN	59g;	CARBOHYDRATE	279g;
TOTAL	 FAT	 56g;	 SATURATED	 FAT	 9.5g;	 SODIUM	 850mg;	 FIBER	 47g;	 BETA-CAROTENE
27,580ug;	VITAMIN	C	195mg;	CALCIUM	758mg;	IRON	21mg;	FOLATE	743ug;	MAGNESIUM	676mg;
ZINC	11mg;	SELENIUM	58ug

PROTEIN	 12.7	 percent;	 CARBOHYDRATE	 60.2	 percent;	 TOTAL	 FAT	 27.1
percent



Sunday
BREAKFAST

Chickpea	Omelet	with	Mushrooms,	Onions,	and	Kale*
Blueberries	or	other	berries

LUNCH
Taco	Salad	Wraps*
Mango	or	other	fruit

DINNER
Asian	Vegetables	with	Batter-Dipped	Tofu*
Pinoli	Cookies*

NUTRITION	FACTS	FOR	THIS	MENU:	CALORIES	1748;	PROTEIN	77g;	CARBOHYDRATE	273g;
TOTAL	FAT	52g;	SATURATED	FAT	6g;	SODIUM	822mg;	FIBER	63g;	BETA-CAROTENE	25,235ug;
VITAMIN	C	394mg;	CALCIUM	1205mg;	IRON	21mg;	FOLATE	1087ug;	MAGNESIUM	537mg;	ZINC
10mg;	SELENIUM	40ug

PROTEIN	 16.4	 percent;	 CARBOHYDRATE	 58.5	 percent;	 TOTAL	 FAT	 25.1
percent



Week	2

Monday
BREAKFAST

Cherry	Smoothie*
1	ounce	(¼	cup)	sunflower	seeds

LUNCH
Edamame	Black	Bean	Salad*	served	over	baby	greens
Almond	Coconut	Macaroons*

DINNER
Salad	 with	 mixed	 greens,	 watercress,	 and	 chopped	 red	 onion	 (and	 other

assorted	vegetables	as	desired)
Walnut	Vinaigrette	Dressing*
Nutritarian	Goulash*
Rustic	Mashed	Cauliflower	with	Roasted	Garlic	and	Spinach*

NUTRITION	 FACTS	 FOR	 THIS	MENU:	 CALORIES	 170;	 PROTEIN	 76g;	 CARBOHYDRATE	 222g;
TOTAL	FAT	73g;	SATURATED	FAT	13g;	SODIUM	438mg;	FIBER	58g;	BETA-CAROTENE	20,283ug;
VITAMIN	C	369mg;	CALCIUM	1080mg;	IRON	25mg;	FOLATE	1327ug;	MAGNESIUM	768mg;	ZINC
14mg;	SELENIUM	71ug

PROTEIN	 16.5	 percent;	 CARBOHYDRATE	 48	 percent;	 TOTAL	 FAT	 35.5
percent



Tuesday
BREAKFAST

Granny’s	Granola	Bars*
Melon	or	other	fruit

LUNCH
Big	 salad	 with	 romaine	 lettuce,	 tomatoes,	 sliced	 avocados,	 and	 pumpkin

seeds
Walnut	Vinaigrette	Dressing*
Apple	or	other	fruit

DINNER
Golden	Austrian	Cauliflower	Cream	Soup*
Broccoli	and	Chickpea	Salad*
Strawberries	with	Almond	Chocolate	Dip*

NUTRITION	FACTS	FOR	THIS	MENU:	CALORIES	1816;	PROTEIN	56g;	CARBOHYDRATE	262g;
TOTAL	FAT	78g;	SATURATED	FAT	9g;	SODIUM	477mg;	FIBER	59g;	BETA-CAROTENE	42,870ug;
VITAMIN	C	681mg;	CALCIUM	745mg;	 IRON	20mg;	FOLATE	1031ug;	MAGNESIUM	698mg;	ZINC
12mg;	SELENIUM	36ug

PROTEIN	 11.5	 percent;	 CARBOHYDRATE	 53	 percent;	 TOTAL	 FAT	 35.5
percent



Wednesday
BREAKFAST

Savory	Steel	Cut	Oats*
Defrosted	frozen	cherries	or	other	fruit

LUNCH
Golden	Austrian	Cauliflower	Cream	Soup*	 (leftover)	 or	whole	 grain	wrap

with	turkey	or	hummus,	lettuce,	tomato,	and	avocado
Steamed	Broccoli	with	Fresh	Tomato	Sauce*
Seeded	Crackers	with	Dried	Tomatoes*

DINNER
Lentil	and	Mushroom	Ragù	over	Polenta	with	Fresh	Tomato	Salsa*
Salad	with	mixed	greens	and	orange	sections
Orange	Sesame	Dressing*
Watermelon	or	other	fruit

NUTRITION	FACTS	FOR	THIS	MENU:	CALORIES	1825;	PROTEIN	75g;	CARBOHYDRATE	313g;
TOTAL	FAT	47g;	SATURATED	FAT	7g;	SODIUM	596mg;	FIBER	74g;	BETA-CAROTENE	32,615ug;
VITAMIN	C	682mg;	CALCIUM	1075mg;	IRON	28mg;	FOLATE	1280ug;	MAGNESIUM	767mg;	ZINC
15mg;	SELENIUM	55ug

PROTEIN	 15.4	 percent;	 CARBOHYDRATE	 63.3	 percent;	 TOTAL	 FAT	 21.3
percent



Thursday
BREAKFAST

Blueberry	and	Flaxseed	Oatmeal*
V6	Vegetable	Cocktail*

LUNCH
Baba	Ghanoush	over	Mixed	Greens*
Sautéed	mushrooms
Seeded	Crackers	with	Dried	Tomatoes*	(leftover)
Melon	or	other	fruit

DINNER
Broccoli	and	Shiitake	Mushrooms	with	Thai	Curry	Wok	Sauce*
Black	and	brown	rice
Vanilla	or	Chocolate	Nice	Cream*

NUTRITION	FACTS	FOR	THIS	MENU:	CALORIES	1730;	PROTEIN	67g;	CARBOHYDRATE	290g;
TOTAL	FAT	50g;	SATURATED	FAT	8g;	SODIUM	441mg;	FIBER	67g;	BETA-CAROTENE	23,997ug;
VITAMIN	C	480mg;	CALCIUM	655mg;	 IRON	20mg;	FOLATE	1035ug;	MAGNESIUM	704mg;	ZINC
14mg;	SELENIUM	56ug

PROTEIN	 14.3	 percent;	 CARBOHYDRATE	 61.7	 percent;	 TOTAL	 FAT	 24
percent



Friday
BREAKFAST

Two	pieces	of	fruit
1	ounce	(¼	cup)	pumpkin	seeds

LUNCH
Chipotle	Avocado	and	White	Bean	Wraps*
Creamy	Cucumber	and	Onion	Salad*
Clementines	or	other	fruit

DINNER
Baba	Ghanoush*	(leftover)	with	raw	vegetables
Split	Pea	and	Lentil	Soup*
Roasted	cauliflower

NUTRITION	FACTS	FOR	THIS	MENU:	CALORIES	1704;	PROTEIN	76g;	CARBOHYDRATE	263g;
TOTAL	FAT	54g;	SATURATED	FAT	8g;	SODIUM	461mg;	FIBER	69g;	BETA-CAROTENE	13,112ug;
VITAMIN	C	 401mg;	 CALCIUM	 613mg;	 IRON	 20mg;	 FOLATE	 917ug;	MAGNESIUM	 753mg;	 ZINC
13mg;	SELENIUM	25ug

PROTEIN	 16.6	 percent;	 CARBOHYDRATE	 57.1	 percent;	 TOTAL	 FAT	 26.3
percent



Saturday
BREAKFAST

Breakfast	Burrito*	(with	tofu	or	eggs)
Mixed	berries	(fresh	or	use	defrosted	frozen	berries)

LUNCH
Chickpea	Curry	in	a	Hurry*
Steamed	green	beans

DINNER
Bean	Pasta	with	Brussels	Sprouts	and	“Blue	Cheese”*
Salad	 with	 romaine,	 spinach,	 and	 chopped	 red	 onion	 (and	 other	 assorted

vegetables	as	desired)
Almond	Vinaigrette	Dressing*
Chocolaty	Brownies*

NUTRITION	FACTS	FOR	THIS	MENU:	CALORIES	1795;	PROTEIN	88g;	CARBOHYDRATE	256g;
TOTAL	FAT	64g;	SATURATED	FAT	14g;	SODIUM	822mg;	FIBER	77g;	BETA-CAROTENE	37,992ug;
VITAMIN	C	410mg;	CALCIUM	1387mg;	IRON	31mg;	FOLATE	1494ug;	MAGNESIUM	855mg;	ZINC
13mg;	SELENIUM	60ug

PROTEIN	 18	 percent;	 CARBOHYDRATE	 52.4	 percent;	 TOTAL	 FAT	 29.6
percent



Sunday
BREAKFAST

Turmeric	and	Ginger	Tea*
Nutritarian	Granola*
Unsweetened	soy,	hemp,	or	almond	milk
Strawberries

LUNCH
Big	 salad	with	 baby	 greens,	 chopped	 kale,	 sautéed	mushrooms,	 and	 black

beans
Almond	Vinaigrette	Dressing*
Apple	Oat	Flaxseed	Bars*

DINNER
Baked	Eggplant	Parmesan	with	Fresh	Tomato	Sauce*
Salad	with	mixed	 greens,	 baby	 kale,	 and	 shredded	 red	 cabbage	 (and	 other

assorted	vegetables	as	desired)
Sunny	Tuscan	Dressing*
Banana	Pineapple	Sorbet*

NUTRITION	 FACTS	 FOR	 THIS	MENU:	 CALORIES	 1745;	 PROTEIN	 71g;
CARBOHYDRATE	269g;	TOTAL	FAT	60g;	SATURATED	FAT	9g;	SODIUM
433mg;	 FIBER	 75g;	 BETA-CAROTENE	 22,673ug;	 VITAMIN	 C	 365mg;
CALCIUM	 1019mg;	 IRON	 24mg;	 FOLATE	 1231ug;	MAGNESIUM	 763mg;
ZINC	12mg;	SELENIUM	48ug

PROTEIN	 15	 percent;	 CARBOHYDRATE	 56.5	 percent;	 TOTAL	 FAT	 28.5
percent



Radical	Weight	Reduction	Menu
Sometimes,	a	radical	nutritional	intervention	is	needed:

	

1. To	save	the	life	of	a	person	who	is	at	high,	short-term	risk

	

2. For	psychological	reasons,	to	get	some	radical	results	up	front

	

3. Because	of	intolerable	medication	side	effects

	

4. For	 an	 upcoming	 surgery	 or	medical	 procedure	 that	 is	 too	 dangerous	 to
pursue	at	the	present	body	weight

For	these	and	other	reasons,	a	dietary	design	that	is	nutritionally	superior	yet
more	 aggressively	 low	 in	 calories	 and	glycemic	 load	 is	 needed.	This	 takes	 the
place	of	a	 fast	or	modified	 fast,	and	physicians	can	use	 it	 to	achieve	short-and
long-term	goals,	as	it	is	safe	to	maintain	for	extended	periods	or	until	the	patient
has	lost	the	desired	amount	of	weight.	Weight	loss	of	40	pounds	within	the	first
two	months	can	easily	be	achieved	for	obese	individuals.

Contrary	to	popular	belief,	a	high-nutrient,	low-calorie	intake	is	not	harmful
or	dangerous	for	people	who	are	overweight	as	long	as	micronutrient	and	water
intake	 are	 adequate.	 Once	 a	 more	 stable	 condition	 is	 achieved,	 a	 person	 can
transition	to	a	mildly	higher	caloric	load	while	continuing	to	follow	a	Nutritarian
diet.	Weight	loss	will	continue,	albeit	at	a	slower	rate.

The	only	documented	risk	of	rapid	weight	loss	is	gallstone	formation,	which
I	have	seen	only	rarely	with	this	approach.	The	high	fiber	and	nutrient	levels	and
the	use	of	nuts	 and	 seeds	 all	 limit	bile	production	and	 stone	 formation.	At	 the
same	 time,	 the	 formation	 of	 gallstones	 and	 the	 possibility	 of	 requiring	 a
laparoscopic	 removal	of	 the	gallbladder	would	not	be	an	unreasonable	price	 to
pay	for	losing	50	to	150	pounds	of	life-threatening	body	fat.	However,	this	still



would	be	a	very	unusual	occurrence	under	these	guidelines.
The	easiest	way	to	achieve	this	aggressive	goal	is	to	limit	eating	to	two	meals

a	day.	That	means	a	 late	brunch	around	10	A.M.	and	an	early	dinner	around	4
P.M.	When	you	do	this,	fat	burn	accelerates	because	you	spend	more	time	in	the
fat-burning	 phase	 of	 the	 digestive	 cycle.	 Once	 postprandial	 (after	 the	 meal)
glucose	 levels	 have	 returned	 to	 baseline,	 the	 body	 increases	 its	 use	 of	 fat.	 So
living	 longer	 in	 this	 stage	 of	 the	metabolic	 cycle,	with	more	 distance	 between
meals,	further	accelerates	the	burning	of	body	fat.

The	design	of	the	menus	that	follow	allow	for	maximum	fat	burn	by	limiting
the	time	spent	eating	and	digesting	food.

The	longer	you	live	in	the	catabolic	phase	of	the	digestive	cycle,	the	longer
you	live.	This	means	that	you	are	living	more	hours	each	day	not	digesting	food.
Plus,	you	are	living	off	stored	calories	and	therefore	burning	more	fat	between	6
P.M.,	 when	 blood	 glucose	 starts	 to	 return	 to	 normal	 baseline	 two	 hours	 after
dinner,	and	10	A.M.—a	total	of	sixteen	hours	straight.

After	the	first	three	days,	when	withdrawal	symptoms	from	unhealthy	eating
habits	lessen	considerably,	you	will	not	be	uncomfortably	hungry,	even	with	the
smaller	number	of	calories.	Remember,	the	high	level	of	micronutrients	supplied
here	will	powerfully	lessen	your	hunger.	Drinking	a	cup	of	lemon	water,	green
tea,	or	other	herbal	tea	can	help	you	avoid	the	desire	to	eat	when	you	wake	up	in
the	morning.	Note	that	this	phase	has	only	two	fruit	servings	a	day	and	a	limited
amount	 of	 nuts	 and	 seeds	 for	 further	 caloric	 reduction—usually	 1	 ounce	 for
women	and	1½	ounces	for	men.	Stay	with	this	phase	until	you	and	your	doctor
decide	you	are	out	of	danger.	 It	 is	 important	not	 to	consume	more	 than	a	very
limited	 amount	 of	 caffeine,	 as	 it	 will	 enhance	 withdrawal	 symptoms	 (toxic
hunger),	making	it	much	harder	to	not	eat.

Brunch
1. 1	cup	 fresh	or	 frozen	berries	or	pomegranate	kernels,	 covered	with	 flax,
hemp,	 or	 chia	 milk	 (made	 by	 blending	 1	 tablespoon	 of	 flaxseeds,	 chia
seeds,	 or	 hemp	 seeds	 with	 1	 cup	 water	 and,	 if	 desired,	 some	 cocoa
powder)

	

2. Raw	greens	 such	 as	 romaine	 lettuce	 hearts,	 baby	greens,	 sliced	 peppers,
fennel,	or	celery



Choose	one	additional	option:

	

1. Oven-roasted,	 balsamic-glazed	 peppers,	 tomatoes,	 and	 onions	 with
defrosted	frozen	asparagus	or	artichokes

	

2. Eggplant	 baked	 until	 soft	 and	 served	 with	 water-sautéed	 or	 diced	 raw
onions	and	cinnamon

	

3. Zucchini	steamed	with	dill	and	onion

	

4. Edamame	and	frozen	peas	with	roasted	garlic

Or	any	of	these	recipes	found	in	Chapter	9:

	

1. Baked	Tempeh	in	Spicy	Tomato	Sauce
	

2. Better	Burgers
	

3. Chickpea	Omelet	with	Mushrooms,	Onions,	and	Kale

	

4. Creamy	Cucumber	and	Onion	Salad
	

5. Crispy	Chickpeas
	

6. Eat	Your	Greens	Fruit	Smoothie
	

7. Savory	Steel	Cut	Oats



	
8. V6	Vegetable	Cocktail

Early	Dinner
1. A	big	green	salad	with	lettuce,	thin-sliced	red	onion,	tomatoes,	and	other
assorted	 vegetables	 and	 a	 healthy	 dressing	 (Try	 a	 creamy	 hemp	 seed
herbal	dressing	made	from	hemp	milk,	seeds,	and	a	fruit-flavored	vinegar,
or	a	 roasted	 tomato	basil	dressing	made	from	tomato	paste,	soaked	dried
tomatoes,	 raw	 and	 roasted	 garlic,	 vinegar,	 roasted	 red	 pepper,	 chopped
scallions,	 basil,	 cumin,	 and	 cinnamon.	 Or	 use	 one	 of	 the	 dressings	 in
Chapter	9.	Take	care	to	use	only	1	ounce	of	nuts	and	seeds	per	serving	in
the	dressing	or	eat	the	1	ounce	of	nuts	separately	if	you	use	a	straight	no-
oil	 vinaigrette.	You	might	 prefer	 to	 lightly	 toast	 the	 nuts	 and	 seeds	 and
then	chop	and	sprinkle	them	on	top	of	the	cooked	green	vegetables.)

	

2. Or	raw	vegetables	with	a	Nutritarian	dip	such	as	 the	following	examples
from	 Chapter	 9:	 Artichoke	 Hummus,	 Feisty	 Hummus,	 Italian	 Dressing
with	Roasted	Garlic,	or	Baba	Ghanoush	over	Mixed	Greens.

Choose	one	or	more	of	the	following	options:

	

1. A	 bowl	 of	 vegetable	 bean	 soup,	 such	 as	 Split	 Pea	 and	 Lentil	 Soup	 or
Tomato	Barley	Stew	(Chapter	9)

	

2. Defrosted	 frozen	 green	 vegetable	 such	 as	 broccoli,	 kale,	 collard	 greens,
bok	choy,	string	beans,	or	artichokes,	steamed	or	cooked	in	a	wok.	These
should	 be	 made	 with	 steamed	 or	 water-sautéed	 mushrooms	 and	 can	 be
flavored	 with	 mashed,	 roasted	 garlic,	 dry-pan–sautéed,	 or	 diced	 raw
onions.	If	desired,	serve	with	Home-Style	Tomato	Sauce	(Chapter	9).

	

3. One	serving	of	a	low-sugar	fruit,	such	as	a	green	apple,	orange,	two	kiwis,



or	strawberries

Or	any	of	these	recipes	found	in	Chapter	9:
	

1. Baked	Eggplant	Fries
	

2. Italian-Style	Zucchini	Spaghetti
	

3. Kale	with	Sweet	Corn
	

4. Napa	Cabbage	Salad	with	Sesame	Peanut	Dressing
	

5. Nutritarian	Goulash
	

6. Rustic	Mashed	Cauliflower	with	Roasted	Garlic	and	Spinach	(made	with
only	¼	cup	of	cashew	butter)

	
7. Slow-Simmered	Collard	Greens

	
8. Sweet	and	Easy	Squash	Casserole

Remember:	 You	 can	 eat	 the	 same	 dish	 for	 more	 than	 one	 meal	 and	 use
leftovers	for	a	few	days.	Note	that	even	foods	that	are	moderately	glycemic	are
reduced	 in	 this	 menu	 and	 are	 not	 included	 with	 breakfast	 because	 insulin
resistance	is	highest	in	the	morning.

If	you	are	 in	an	emergency	situation,	 the	most	 important	advice	 is:	Do	not
make	choices	and	decisions	about	what	to	eat	and	what	not	to	eat	just	yet.	For
now,	allow	me	to	make	these	decisions	for	you.	Choose	only	from	the	options	in
the	menus	above.	In	order	to	give	this	method	a	chance	and	see	results,	you	must
do	 it	 exactly	 as	 prescribed,	 without	 modifications.	 You	 can	 choose	 to	 eat	 the
same	 foods	 day	 after	 day,	 and	 you	 do	 not	 need	 to	 have	 the	 variety	 of	 options
listed	here.	You	can	eat	a	brunch	choice	for	dinner	or	a	dinner	choice	for	brunch,
but	you	need	to	choose	food	options	from	those	offered	on	the	menus	above.

Keep	 it	 simple	at	 first.	You	do	not	have	 to	eat	all	 the	 foods	 listed	above	 if
you	are	not	hungry.	Eat	what	you	feel	comfortable	eating,	and	no	more.	Try	to
stop	eating	before	you	feel	uncomfortably	full;	you	should	feel	comfortably	full



or	 satisfied.	 It	 is	okay	 to	 just	have	a	 large	 salad	and	 some	 fruit	or	 a	 salad	and
some	soup.	Pay	close	attention	to	chewing	raw	vegetables	very,	very	well.	You
can	also	pour	hot	soup	right	over	some	shredded	raw	vegetables,	so	you	eat	your
salad	and	soup	mixed	together,	using	the	soup	as	a	salad	dressing.

The	Key	to	Success
The	key	is	to	understand	the	Nutritarian	principles	and	then	be	creative	in	your
cooking.	Rely	on	herbs,	spices,	flavored	vinegars,	roasted	garlic,	dried	tomatoes,
fruits,	and	 toasted	seeds	 to	make	 interesting	 flavors	and	dishes	without	 relying
on	salt	and	oil,	like	most	people	do.

If	you	don’t	have	time	to	cook,	I	have	developed	a	line	of	boxed	soups	and
salad	 dressings	 to	 make	 it	 convenient	 for	 even	 the	 busiest	 person	 to	 eat	 the
Nutritarian	 way.	 Today,	 more	 and	more	 healthy	 options	 are	 arising	 that	 meet
these	guidelines,	making	the	Nutritarian	diet-style	easier	than	ever	before.	And	if
you	 need	 to	 eat	 on	 the	 go,	 you	 will	 find	 a	 steadily	 growing	 number	 of	 food
establishments	that	offer	healthy,	plant-based	options.

After	only	a	short	time	following	this	Nutritarian	plan,	you	will	discover	that
you	 enjoy	 and	 appreciate	 the	 great	 flavors	 of	 natural,	 healthy	 foods.	 As	 you
savor	 the	 flavors,	 you	 will	 be	 content	 in	 the	 knowledge	 that	 you	 are	 doing
something	wonderful	 to	 and	 for	your	body.	 I	 promise	 that	 eating	 a	Nutritarian
diet	will	ultimately	give	you	great	pleasure	and	energy	like	you	have	never	felt
before.	 Depending	 on	 your	 food	 choices,	 food	 can	 either	 hurt	 or	 heal	 you.	 I
know	you	will	enjoy	the	healing.



CHAPTER	NINE

The	End	of	Heart	Disease	Recipes

Beverages	and	Smoothies
Almond	Hemp	Nutri-Milk
Cherry	Smoothie
Eat	Your	Greens	Fruit	Smoothie
Green	Berry	Blended	Salad
Turmeric	and	Ginger	Tea
V6	Vegetable	Cocktail

Breakfast	Options
Banana	Cocoa	Muffins
Blueberry	and	Flaxseed	Oatmeal
Breakfast	Burrito
Buckwheat	Seed	Breakfast
Chickpea	Omelet	with	Mushrooms,	Onions,	and	Kale
Granny’s	Granola	Bars
Mango,	Coconut,	and	Quinoa	Breakfast	Pudding
Nutritarian	Granola
Savory	Steel	Cut	Oats
Swiss	Cherry	Oatmeal

Salad	Dressings,	Dips,	and	Sauces
Almond	Vinaigrette	Dressing
Artichoke	Hummus
Creamy	Blueberry	Dressing
Feisty	Hummus
Garlic	Nutter	Spread
Home-Style	Tomato	Sauce



Italian	Dressing	with	Roasted	Garlic
Lemon	Basil	Vinaigrette
Maui	Luau	Wok	Sauce
Orange	Sesame	Dressing
Pistachio	Mustard	Dressing
Russian	Fig	Dressing
Sunny	Tuscan	Dressing
Walnut	Vinaigrette	Dressing

Salads
Baba	Ghanoush	over	Mixed	Greens
Broccoli	and	Chickpea	Salad
Cabbage,	Apple,	and	Poppy	Seed	Slaw
Creamy	Cucumber	and	Onion	Salad
Edamame	Black	Bean	Salad
Farro	and	Kale	Salad	with	White	Beans	and	Walnuts
Napa	Cabbage	Salad	with	Sesame	Peanut	Dressing

Soups	and	Stews
Broccoli	Mushroom	Bisque
Butternut	Breakfast	Soup
Cauliflower,	Coconut,	and	Turmeric	Soup
Chickpea	Mulligatawny	Stew
Cuban	Black	Bean	Soup	with	Garlic	“Mashed	Potatoes”
Dr.	Fuhrman’s	Famous	Anticancer	Soup
French	Minted	Pea	Soup
Golden	Austrian	Cauliflower	Cream	Soup
Split	Pea	and	Lentil	Soup
Tomato	Barley	Stew

Main	Dishes	and	Vegetable	Side	Dishes	Asian	Vegetables	and	Batter-Dipped
Tofu

Baked	Eggplant	Parmesan	with	Fresh	Tomato	Sauce
Baked	Tempeh	in	Spicy	Tomato	Sauce
Bean	Enchilada	Bake
Bean	Pasta	with	Brussels	Sprouts	and	“Blue	Cheese”



Black	Bean	Chili	with	Cilantro	Pesto
Broccoli	and	Shiitake	Mushrooms	with	Thai	Curry	Wok	Sauce
California	Creamed	Kale
Chickpea	Curry	in	a	Hurry
Chili	Pie	with	Cornbread	Topping
Chinese	Apricot	Stir-Fry
Italian-Style	Zucchini	Spaghetti
Kale	with	Sweet	Corn
Lentil	and	Mushroom	Ragù	over	Polenta	with	Fresh	Tomato	Salsa
Lentil	Walnut	Burritos	with	Peppers,	Onions,	and	Salsa
Nutritarian	Goulash
Pistachio-Crusted	Tempeh	with	Balsamic-Glazed	Shiitakes
Rustic	Mashed	Cauliflower	with	Roasted	Garlic	and	Spinach
Slow-Simmered	Collard	Greens
Spinach-Stuffed	Mushrooms
Sweet	and	Easy	Squash	Casserole

Burgers,	Wraps,	and	Fast	Food
Baked	Eggplant	Fries
Better	Burgers
Black	Bean	and	Sweet	Potato	Quesadillas
Black	Bean	and	Turkey	Burgers
Chipotle	Avocado	and	White	Bean	Wraps
Corn	and	Buckwheat	Crackers
Crispy	Chickpeas
Roasted	Vegetable	Pizza
Salad-Stuffed	Pita
Seasoned	Kale	Chips	and	Popcorn
Seasoned	Sweet	Potato	Fries
Seeded	Crackers	with	Dried	Tomatoes
Taco	Salad	Wraps
Three-Seed	Burgers

Desserts
Almond	Chocolate	Dip
Almond	Coconut	Macaroons
Apple	Oat	Flaxseed	Bars



Apple	Strudy
Banana	Pineapple	Sorbet
Chia	Pudding
Chocolaty	Brownies
Pinoli	Cookies
Strawberry	Banana	Ice	Cream
Vanilla	or	Chocolate	Nice	Cream
Vanilla	Zabaglione	with	Fresh	Fruit
Wild	Blueberry	Rice	Pudding



BEVERAGES	AND	SMOOTHIES

Almond	Hemp	Nutri-Milk
Serves:	6

1	cup	hulled	hemp	seeds
1	cup	raw	almonds,	soaked	6	to	8	hours
2	Medjool	or	4	regular	dates,	pitted
4	cups	water
½	teaspoon	alcohol-free	vanilla	flavoring

Place	all	ingredients	in	a	high-powered	blender.	Blend	until	smooth.	If	desired,
strain	 through	 a	 nut	milk	 bag	or	 fine	mesh	 strainer.	To	make	 chocolate	Nutri-
Milk,	add	2	to	3	tablespoons	natural	cocoa	powder	to	blender	along	with	other
ingredients.

PER	 SERVING:	 CALORIES	 305;	 PROTEIN	 10g;	 CARBOHYDRATES	 23g;	 TOTAL	 FAT	 21.5g;
SATURATED	FAT	1.9g;	SODIUM	16mg;	FIBER	13.6g;	BETA-CAROTENE	15mcg;	CALCIUM	246mg;
IRON	0.9mg;	FOLATE	13mcg;	MAGNESIUM	71mg;	ZINC	1.8mg;	SELENIUM	0.8mcg

Cherry	Smoothie
Serves:	2

4	stalks	kale,	tough	stems	removed
1	cup	unsweetened	soy,	hemp,	or	almond	milk
⅓	cup	carrot	juice
1½	cups	frozen	cherries
1	banana
2	tablespoons	ground	flaxseeds

Blend	ingredients	in	a	high-powered	blender.

PER	 SERVING:	 CALORIES	 251;	 PROTEIN	 10g;	 CARBOHYDRATE	 48g;	 TOTAL	 FAT	 4.7g;
SATURATED	 FAT	 0.6g;	 SODIUM	 134mg;	 FIBER	 7g;	 BETA-CAROTENE	 13,556mcg;	 VITAMIN	 C
131mg;	 CALCIUM	 200mg;	 IRON	 3.6mg;	 FOLATE	 73mcg;	 MAGNESIUM	 106mg;	 ZINC	 1mg;
SELENIUM	8.2mcg



Eat	Your	Greens	Fruit	Smoothie
Serves:	2

3	ounces	baby	spinach	or	kale
2	ounces	romaine	lettuce
1	banana
1	cup	frozen	or	fresh	blueberries
½	cup	unsweetened	soy,	hemp,	or	almond	milk
½	cup	pomegranate	juice
1	tablespoon	ground	flaxseeds

Blend	ingredients	in	a	high-powered	blender.

PER	 SERVING:	 CALORIES	 191;	 PROTEIN	 5g;	 CARBOHYDRATE	 38g;	 TOTAL	 FAT	 3.7g;
SATURATED	 FAT	 0.5g;	 SODIUM	 51mg;	 FIBER	 6.4g;	 BETA-CAROTENE	 5442mcg;	 VITAMIN	 C
59mg;	 CALCIUM	 168mg;	 IRON	 1.8mg;	 FOLATE	 86mcg;	 MAGNESIUM	 66mg;	 ZINC	 0.8mg;
SELENIUM	2.2mcg

Green	Berry	Blended	Salad
Serves:	2

2	ounces	kale,	tough	stems	removed
2	ounces	spinach
1	cup	frozen	strawberries
1	cup	frozen	blueberries
1	orange,	peeled
1	cup	unsweetened	soy,	hemp,	or	almond	milk
2	tablespoons	ground	flaxseeds

Blend	ingredients	in	a	high-powered	blender.

PER	 SERVING:	 CALORIES	 224;	 PROTEIN	 8g;	 CARBOHYDRATE	 39g;	 TOTAL	 FAT	 6g;
SATURATED	 FAT	 0.6g;	 SODIUM	 102mg;	 FIBER	 8.9g;	 BETA-CAROTENE	 4316mcg;	 VITAMIN	 C
116mg;	 CALCIUM	 163mg;	 IRON	 3.2mg;	 FOLATE	 133mcg;	 MAGNESIUM	 110mg;	 ZINC	 0.9mg;
SELENIUM	8.8mcg

Turmeric	and	Ginger	Tea
Serves:	2

2	cups	water



1	Medjool	date	or	2	regular	dates,	pitted
1	teaspoon	grated	turmeric	root	(or	⅓	teaspoon	ground	turmeric)
1	teaspoon	grated	ginger	root	(or	⅓	teaspoon	ground	ginger)

Blend	water	and	dates	in	a	high-powered	blender.	Place	in	a	small	saucepan	and
bring	 to	 a	 boil.	 Add	 turmeric	 and	 ginger,	 reduce	 heat	 and	 simmer	 10	 to	 15
minutes.	Strain	the	tea.	Serve	with	lemon	if	desired.

Note:	 If	 using	 ground	 turmeric	 and	 ginger,	 simmer	 for	 7	 minutes	 and	 do	 not
strain.

PER	 SERVING:	 CALORIES	 35;	 CARBOHYDRATE	 9g;	 TOTAL	 FAT	 0.1g;	 SODIUM	 12mg;	 FIBER
0.9g;	BETA-CAROTENE	11mcg;	CALCIUM	16mg;	IRON	0.3mg;	FOLATE	2mcg;	MAGNESIUM	10mg;
ZINC	0.1mg

V6	Vegetable	Cocktail
Serves:	1

3	Roma	tomatoes,	roughly	chopped
1	stalk	celery
½	bell	pepper	(any	color	is	fine)
1	green	onion
1	carrot
2	cups	chopped	leafy	greens	(such	as	lettuce,	kale,	or	spinach)
1½	teaspoons	lemon	juice
½	teaspoon	freshly	grated	horseradish
5	ice	cubes

Blend	ingredients	in	a	high-powered	blender.

PER	 SERVING:	 CALORIES	 115;	 PROTEIN	 6g;	 CARBOHYDRATE	 24g;	 TOTAL	 FAT	 1.2g;
SATURATED	FAT	0.2g;	SODIUM	147mg;	FIBER	8.4g;	BETA-CAROTENE	13,864mcg;	VITAMIN	C
130mg;	 CALCIUM	 164mg;	 IRON	 2.8mg;	 FOLATE	 217mcg;	 MAGNESIUM	 85mg;	 ZINC	 1.4mg;
SELENIUM	1.1mcg

BREAKFAST	OPTIONS

Banana	Cocoa	Muffins
Serves:	24



15	Medjool	or	30	regular	dates,	pitted
½	cup	coconut	water
2	cups	garbanzo	bean	flour
1	teaspoon	baking	soda
1	teaspoon	baking	powder
¾	cup	natural	cocoa	powder
1	tablespoon	Ceylon	cinnamon
1½	cups	chopped	apple
6	very	ripe	bananas
2	teaspoons	alcohol-free	vanilla	flavoring
⅓	cup	cooked	garbanzo	beans
2	teaspoons	apple	cider	vinegar
1	cup	walnuts,	chopped
½	cup	unsweetened	shredded	coconut
9	ounces	wilted	chopped	fresh	spinach

Soak	the	dates	in	coconut	water	for	30	minutes.	Preheat	the	oven	to	350˚F.	Line
muffin	 tins	with	paper	 liners	and	wipe	 them	very	 lightly	with	olive	oil.	Whisk
together	 in	a	small	bowl	the	garbanzo	bean	flour,	baking	soda,	baking	powder,
cocoa,	 and	 cinnamon.	 In	 a	 high-powered	 blender,	 purée	 the	 dates	 and	 the
soaking	coconut	water,	apples,	bananas,	vanilla,	garbanzo	beans,	and	apple	cider
vinegar	 until	 smooth.	 Pour	 into	 a	 large	 mixing	 bowl	 and	 stir	 in	 the	 walnuts,
coconut,	and	spinach	until	evenly	distributed.	Then	fold	in	the	flour	mixture	until
just	combined.	Do	not	over	mix.	Fill	the	muffin	tins	almost	full	and	bake	for	55
to	 65	 minutes,	 rotating	 in	 the	 oven	 after	 35	 minutes.	 They	 are	 done	 when	 a
toothpick	 inserted	 into	 the	 center	 comes	out	 clean.	Let	 the	muffins	 cool	 in	 the
muffin	tins	on	a	wire	rack	for	10	minutes,	then	remove	from	the	tins	to	the	wire
rack	and	cool	completely.

Refrigerate	or	freeze	in	resealable	plastic	bags.

PER	 SERVING:	 CALORIES	 163;	 PROTEIN	 4g;	 CARBOHYDRATE	 30g;	 TOTAL	 FAT	 5.1g;
SATURATED	FAT	1.6g;	SODIUM	68mg;	FIBER	4.9g;	BETA-CAROTENE	622mcg;	VITAMIN	C	6mg;
CALCIUM	 46mg;	 IRON	 1.5mg;	 FOLATE	 43mcg;	 MAGNESIUM	 64mg;	 ZINC	 0.8mg;	 SELENIUM
7.7mcg

Blueberry	and	Flaxseed	Oatmeal
Serves:	4



1¾	cups	water
1	cup	old-fashioned	or	steel	cut	oats	(see	Note)
3	Medjool	or	6	regular	dates,	pitted	and	chopped
¼	teaspoon	coriander
2	bananas,	sliced
1	cup	chopped	or	grated	apple
1	cup	fresh	or	frozen	blueberries
2	tablespoons	ground	flaxseeds

In	 a	 saucepan,	 bring	 the	 water	 to	 a	 boil	 and	 stir	 in	 all	 ingredients	 except
blueberries	and	ground	flaxseeds.	Simmer	for	5	minutes.	Stir	in	blueberries	and
flaxseeds	before	serving.

Note:	 If	 using	 steel	 cut	 oats,	 increase	 water	 to	 3½	 cups	 and	 simmer	 for	 20
minutes	or	until	tender.

PER	 SERVING:	 CALORIES	 206;	 PROTEIN	 4g;	 CARBOHYDRATE	 43g;	 TOTAL	 FAT	 3.5g;
SATURATED	FAT	 0.5g;	 SODIUM	6mg;	 FIBER	 6.7g;	BETA-CAROTENE	33mcg;	VITAMIN	C	 8mg;
CALCIUM	 24mg;	 IRON	 5.5mg;	 FOLATE	 19mcg;	 MAGNESIUM	 38mg;	 ZINC	 0.3mg;	 SELENIUM
1.8mcg

Breakfast	Burrito
Serves:	2

½	cup	chopped	onion
1	cup	chopped	green	bell	pepper
1	cup	sliced	mushrooms
1	cup	diced	tomatoes
3	cups	baby	spinach	or	baby	kale
8	ounces	(½	block)	firm	tofu	(or	3	eggs	whites,	see	Note)
1	tablespoon	nutritional	yeast
1	teaspoon	MatoZest*,	Mrs.	Dash,	or	other	no-salt	seasoning	blend	to	taste	2

(100%	whole	grain)	flour	tortillas

Water-sauté	 onions,	 peppers,	 mushrooms,	 and	 tomatoes	 until	 onion	 is
translucent.	Add	greens	and	continue	cooking	until	 just	wilted.	Squeeze	out	as
much	water	as	possible	from	the	tofu,	then	crumble	it	over	the	vegetable	mixture
and	 cook	 until	 tofu	 is	 just	 starting	 to	 turn	 golden.	 Stir	 in	 nutritional	 yeast	 and
seasoning.	 Spread	 the	 cooked	 mixture	 on	 the	 tortillas	 and	 roll	 up	 to	 form



burritos.

Note:	This	recipe	can	be	made	with	egg	whites	 instead	of	or	 in	addition	 to	 the
tofu.	Blend	egg	whites	with	¼	cup	nondairy	milk,	pour	over	the	vegetable	tofu
mixture,	and	cook	until	eggs	are	done.

PER	 SERVING:	 CALORIES	 370;	 PROTEIN	 26g;	 CARBOHYDRATE	 50g;	 TOTAL	 FAT	 9.6g;
SATURATED	FAT	1.5g;	 SODIUM	234mg;	 FIBER	12.4g;	BETA-CAROTENE	9832mcg;	VITAMIN	C
199mg;	 CALCIUM	 377mg;	 IRON	 6.7mg;	 FOLATE	 69mcg;	 MAGNESIUM	 67mg;	 ZINC	 1.8mg;
SELENIUM	4.4mcg

Buckwheat	Seed	Breakfast
Serves:	3

½	cup	buckwheat	groats
½	cup	fresh	or	frozen	blueberries
¼	cup	grapes	or	any	other	fruit
¼	cup	walnuts,	chopped
¼	cup	goji	berries	or	raisins
1	teaspoon	cinnamon	(use	Ceylon	cinnamon	if	possible)
1	teaspoon	alcohol-free	vanilla	flavoring
¼	cup	unsweetened	soy,	hemp,	or	almond	milk
¼	cup	raw	sunflower	seeds
1	tablespoon	chia	seeds
1	tablespoon	unsweetened,	natural	cocoa	powder,	if	desired
1	tablespoon	hemp	seeds
1	banana

Mix	all	 ingredients	except	hemp	seeds	and	banana	 in	a	medium-size	bowl	and
place	in	an	airtight	container	in	the	fridge	overnight.	The	next	morning,	top	with
hemp	seeds	and	sliced	banana	and	serve.

PER	 SERVING:	 CALORIES	 343;	 PROTEIN	 10g;	 CARBOHYDRATE	 49g;	 TOTAL	 FAT	 15g;
SATURATED	FAT	1.6g;	SODIUM	18mg;	FIBER	9.5g;	BETA-CAROTENE	434mcg;	VITAMIN	C	11mg;
CALCIUM	 90mg;	 IRON	 3.2mg;	 FOLATE	 61mcg;	 MAGNESIUM	 152mg;	 ZINC	 2mg;	 SELENIUM
12.5mcg

Chickpea	Omelet	with	Mushrooms,	Onions,	and	Kale
Serves:	2



For	the	Omelet	Batter:
¾	cup	chickpea	flour
½	cup	unsweetened	soy,	hemp,	or	almond	milk	(plus	more	if	needed)
2	teaspoons	apple	cider	vinegar
2	teaspoons	nutritional	yeast
½	teaspoon	MatoZest*	or	other	no-salt	seasoning	blend,	adjusted	to	taste	½

teaspoon	turmeric
¼	teaspoon	baking	soda
⅛	teaspoon	black	pepper

For	the	Vegetables:
½	cup	chopped	onions
½	cup	chopped	red	pepper
2	cloves	garlic,	chopped
1	cup	sliced	mushrooms
2	cups	thinly	sliced	kale
½	cup	low-sodium	salsa	or	chopped	tomato

In	a	small	bowl,	whisk	together	the	omelet	batter	ingredients.	Add	an	additional
1	 to	 2	 tablespoons	 nondairy	milk	 if	mixture	 is	 too	 thick	 to	 pour.	 In	 a	 10-inch
nonstick	skillet,	heat	2	to	3	tablespoons	water	and	sauté	onions,	red	pepper,	and
garlic	for	2	minutes;	add	mushrooms	and	continue	to	cook	until	soft	and	tender,
about	 3	 more	minutes.	 Add	 kale	 and	 stir	 until	 wilted.	 Remove	 from	 the	 pan.
Clean	the	skillet	and	lightly	wipe	with	olive	oil.	Pour	half	of	the	batter	into	the
pan	and	swirl	to	evenly	cover	the	bottom.	Place	half	of	the	sautéed	vegetables	on
top	of	one	side	of	the	omelet.	Cook	until	the	omelet	bubbles	and	starts	to	firm	up
along	 the	 edges	 (about	 2	 minutes).	 Gently	 fold	 over	 one	 side	 and	 cook	 for
another	minute.	Cover	with	 a	 lid,	 remove	 from	 heat	 and	 allow	 to	 steam	 for	 5
minutes.	Repeat	to	make	second	omelet.	Serve	with	salsa	or	chopped	tomato.

PER	 SERVING:	 CALORIES	 251;	 PROTEIN	 16g;	 CARBOHYDRATE	 39g;	 TOTAL	 FAT	 4.3g;
SATURATED	 FAT	 0.5g;	 SODIUM	 241mg;	 FIBER	 8.6g;	 BETA-CAROTENE	 6998mcg;	 VITAMIN	 C
139mg;	 CALCIUM	 212mg;	 IRON	 4.1mg;	 FOLATE	 211mcg;	 MAGNESIUM	 114mg;	 ZINC	 2.5mg;
SELENIUM	7.5mcg



Granny’s	Granola	Bars
Serves:	10	bars

2	ripe	bananas
1	Granny	Smith	apple,	chopped	into	small	pieces
1	cup	raisins
1	cup	chopped	walnuts
½	cup	raw	sunflower	seeds
¼	cup	unhulled	sesame	seeds
1	teaspoon	cinnamon	or	pumpkin	pie	spice
2	cups	old-fashioned	rolled	oats

Preheat	 the	oven	to	300˚F.	Mash	bananas	to	a	soft	consistency.	Add	remaining
ingredients.	 Add	 a	 small	 amount	 of	 nondairy	 milk	 if	 needed	 to	 ease	 stirring.
Lightly	oil	a	9	×	9-inch	baking	pan	or	glass	dish.	Pour	mixture	into	baking	dish
and	press	to	firm	consistency.	Bake	mixture	for	40	minutes.	Remove	from	oven
and	let	cool.	Cut	into	bars.	Wrap	with	aluminum	foil	and	place	in	the	fridge	or
freezer.

PER	 SERVING:	 CALORIES	 272;	 PROTEIN	 7g;	 CARBOHYDRATE	 34g;	 TOTAL	 FAT	 14g;
SATURATED	 FAT	 1.5g;	 SODIUM	 3mg;	 FIBER	 5g;	 BETA-CAROTENE	 15mcg;	 VITAMIN	 C	 4mg;
CALCIUM	63mg;	IRON	5.6mg;	FOLATE	37mcg;	MAGNESIUM	66mg;	ZINC	1mg;	SELENIUM	6mcg

Mango,	Coconut,	and	Quinoa	Breakfast	Pudding
Serves:	5

¾	cup	quinoa
1½	cups	water
2	Medjool	or	4	regular	dates,	pitted
1½	cups	unsweetened	soy,	hemp,	or	almond	milk
1	teaspoon	alcohol-free	vanilla	flavoring
½	teaspoon	cinnamon
1	 (10-ounce)	package	 frozen	mango	or	2	 fresh	mangoes,	peeled	and	diced,

divided	2	tablespoons	Mangosteen	Fruit	Vinegar*	or	other	fruit-flavored
vinegar

⅛	cup	chopped	macadamia	nuts
⅛	cup	unhulled	sesame	seeds



1	cup	packed	chopped	kale
1	cup	packed	chopped	spinach
¼	cup	dried	currants
3	tablespoons	unsweetened	shredded	coconut

Preheat	 the	 oven	 to	 350˚F.	 Rinse	 quinoa	 and	 drain	 in	 a	 fine-mesh	 sieve.	 In	 a
large	 saucepan,	 bring	 quinoa	 and	 water	 to	 a	 boil.	 Reduce	 heat	 and	 simmer,
uncovered,	 until	 grains	 are	 translucent	 and	 the	mixture	 is	 the	 consistency	 of	 a
thick	 porridge,	 about	 20	 minutes.	 In	 a	 high-powered	 blender,	 blend	 dates,
nondairy	 milk,	 vanilla,	 cinnamon,	 half	 the	 mangoes,	 and	 Mangosteen	 Fruit
Vinegar.	 In	 a	 large	bowl,	 combine	 cooked	quinoa,	 blended	date	mixture,	 nuts,
seeds,	kale,	spinach,	the	remaining	diced	mango,	and	currants.	Pour	into	a	lightly
oiled	baking	pan	(9	×	9-inch	works	well),	sprinkle	with	coconut,	and	bake	30	to
40	minutes.	Best	made	a	day	ahead	and	refrigerated.

PER	 SERVING:	 CALORIES	 330;	 PROTEIN	 9g;	 CARBOHYDRATE	 55g;	 TOTAL	 FAT	 10g;
SATURATED	FAT	3.1g;	SODIUM	56mg;	FIBER	7g;	BETA-CAROTENE	2441mcg;	VITAMIN	C	67mg;
CALCIUM	122mg;	 IRON	3.3mg;	FOLATE	139mcg;	MAGNESIUM	118mg;	ZINC	1.6mg;	SELENIUM
9mcg

Nutritarian	Granola
Serves:	10

½	cup	raw	almond	or	cashew	butter
1	medium	apple,	peeled	and	quartered
1	ripe	banana
1½	teaspoons	ground	cinnamon
¼	teaspoon	ground	nutmeg
1½	teaspoons	alcohol-free	vanilla	flavoring
4	cups	old-fashioned	rolled	oats
1	cup	chopped	raw	walnuts	or	pecans
½	cup	raw	pumpkin	seeds
¼	cup	unhulled	sesame	seeds
⅓	cup	unsweetened	shredded	coconut
1	cup	currants

Preheat	 the	 oven	 to	 225˚F.	 Place	 the	 nut	 butter,	 apple,	 banana,	 cinnamon,
nutmeg,	and	vanilla	flavoring	in	a	high-powered	blender	and	blend	until	smooth
and	 creamy.	 In	 a	 large	 bowl,	mix	 the	 oats,	 nuts,	 seeds,	 and	 coconut.	Add	 the



blended	mixture	 and	 toss	 to	 combine.	Transfer	 the	mixture	 to	 two	 parchment-
lined	baking	pans.	Do	not	overcrowd	 the	pans	so	 the	granola	can	bake	evenly.
Bake	for	30	minutes,	stirring	occasionally.	After	baking,	stir	in	currants.	Allow
to	cool,	then	store	in	an	airtight	container.

PER	 SERVING:	 CALORIES	 337;	 PROTEIN	 9g;	 CARBOHYDRATE	 38g;	 TOTAL	 FAT	 19.1g;
SATURATED	 FAT	 4g;	 SODIUM	 5mg;	 FIBER	 6.4g;	 BETA-CAROTENE	 15mcg;	 VITAMIN	 C	 2mg;
CALCIUM	 58mg;	 IRON	 8.9mg;	 FOLATE	 19mcg;	 MAGNESIUM	 91mg;	 ZINC	 1.7mg;	 SELENIUM
3.7mcg

Savory	Steel	Cut	Oats
Serves:	4

1	small	onion,	chopped
1	cup	mushrooms
1	cup	steel	cut	oats
2	cups	water	or	low-sodium	vegetable	broth
1	cup	unsweetened	soy,	hemp,	or	almond	milk
2	tablespoons	nutritional	yeast
2	dashes	of	turmeric
1½	teaspoons	Cajun,	southwest,	or	spicy	no-salt	seasoning	of	choice
Dash	of	black	pepper
Dash	of	chipotle	chili	powder,	or	to	taste
1	ounce	unsulfured,	no-salt-added	dried	tomatoes,	soaked	until	softened,	and

chopped	3	cups	fresh	baby	spinach

Dry	sauté	onions	in	a	nonstick	pan	for	1	to	2	minutes,	then	add	mushrooms	and
continue	to	sauté	until	vegetables	are	tender.	Add	onion	and	mushroom	mixture
and	remaining	ingredients	except	spinach	to	a	pot,	heat	 to	boiling,	reduce	heat,
and	 simmer,	 stirring	 occasionally,	 until	 the	water	 is	 absorbed	 and	 the	 oats	 are
creamy,	about	20	minutes.	Stir	in	the	spinach;	take	off	the	burner,	cover,	and	let
sit	a	bit	until	the	spinach	is	soft.	If	desired,	garnish	with	chopped	red	bell	pepper.

PER	 SERVING:	 CALORIES	 148;	 PROTEIN	 9g;	 CARBOHYDRATE	 23g;	 TOTAL	 FAT	 3.2g;
SATURATED	FAT	0.5g;	SODIUM	58mg;	FIBER	5g;	BETA-CAROTENE	1346mcg;	VITAMIN	C	11mg;
CALCIUM	 127mg;	 IRON	 7.4mg;	 FOLATE	 57mcg;	 MAGNESIUM	 54mg;	 ZINC	 1.6mg;	 SELENIUM
5mcg

Swiss	Cherry	Oatmeal



Serves:	3

2	cups	water
1	cup	old-fashioned	or	steel	cut	oats	(see	Note)
¾	cup	frozen	cherries	or	berries
¾	cup	unsweetened	soy,	hemp,	or	almond	milk
2	tablespoons	ground	flaxseeds
1	Medjool	date	or	2	regular	dates,	pitted
½	teaspoon	alcohol-free	vanilla	flavoring
¼	cup	raisins
¼	cup	chopped	almonds

Heat	water	to	boiling.	Add	oats	and	cook	for	5	minutes.	Meanwhile,	place	frozen
cherries,	milk,	 flaxseeds,	 and	 dates	 in	 a	 high-powered	 blender	 and	 blend	 until
smooth	 and	 creamy.	Combine	 oats,	 fruit	mixture,	 and	 vanilla.	Cover	 and	 chill
overnight.	Serve	topped	with	raisins	and	chopped	almonds.	Can	be	stored	up	to
three	days	in	the	refrigerator.

Note:	If	using	steel	cut	oats,	increase	water	to	4	cups	and	simmer	for	20	minutes
or	until	tender.

PER	 SERVING:	 CALORIES	 271;	 PROTEIN	 9g;	 CARBOHYDRATE	 42g;	 TOTAL	 FAT	 9.1g;
SATURATED	 FAT	 1g;	 SODIUM	 41mg;	 FIBER	 7g;	 BETA-CAROTENE	 204mcg;	 VITAMIN	 C	 1mg;
CALCIUM	 65mg;	 IRON	 8.1mg;	 FOLATE	 22mcg;	 MAGNESIUM	 65mg;	 ZINC	 0.6mg;	 SELENIUM
4.5mcg

SALAD	DRESSINGS,	DIPS,	AND	SAUCES

Almond	Vinaigrette	Dressing
Serves:	6

1	cup	unsweetened	soy,	hemp,	or	almond	milk
1	cup	raw	almonds
¼	cup	balsamic	vinegar
2	tablespoons	fresh	lemon	juice
¼	cup	raisins
2	teaspoons	Dijon	mustard
1	clove	garlic



Blend	ingredients	in	a	high-powered	blender	until	creamy	and	smooth.

PER	 SERVING:	 CALORIES	 181;	 PROTEIN	 7g;	 CARBOHYDRATE	 13g;	 TOTAL	 FAT	 12.5g;
SATURATED	 FAT	 1g;	 SODIUM	 38mg;	 FIBER	 3.4g;	 BETA-CAROTENE	 1mcg;	 VITAMIN	 C	 2mg;
CALCIUM	 122mg;	 IRON	 1.3mg;	 FOLATE	 13mcg;	 MAGNESIUM	 75mg;	 ZINC	 0.9mg;	 SELENIUM
1.3mcg

Artichoke	Hummus
Serves:	6

1	(12-ounce)	bag	frozen	artichoke	hearts
1½	cups	cooked	garbanzo	beans	or	1	(15-ounce)	can	no-salt-added	garbanzo

beans	2	tablespoons	raw	tahini	or	unhulled	sesame	seeds
2	tablespoons	MatoZest*	or	other	no-salt	seasoning	blend,	adjusted	to	taste	2

tablespoons	chopped	onion
1	bulb	roasted	garlic,	skins	removed	(see	Note)
1	clove	raw	garlic
1	lemon,	juiced
2	tablespoons	water

Cook	 artichoke	 hearts	 according	 to	 package	 directions.	 Drain.	 Blend	 all
ingredients	until	 smooth.	Add	additional	water	 if	needed	 to	adjust	consistency.
Use	as	a	dip	for	raw	veggies.

Note:	Garlic	can	be	roasted	with	the	entire	bulb	intact	and	skin	on	or	 it	can	be
roasted	using	peeled	and	separated	cloves.	Roast	at	300˚F	for	about	25	minutes
or	until	soft.

PER	 SERVING:	 CALORIES	 139;	 PROTEIN	 7g;	 CARBOHYDRATE	 22g;	 TOTAL	 FAT	 3.9g;
SATURATED	FAT	0.5g;	SODIUM	40mg;	FIBER	6.3g;	BETA-CAROTENE	7mcg;	VITAMIN	C	11mg;
CALCIUM	 75mg;	 IRON	 2mg;	 FOLATE	 159mcg;	 MAGNESIUM	 48mg;	 ZINC	 1.2mg;	 SELENIUM
2.7mcg

Creamy	Blueberry	Dressing
Serves:	4

2	cups	fresh	or	frozen	(thawed)	blueberries
½	cup	pomegranate	juice
¼	cup	raw	cashew	butter	or	½	cup	raw	cashews
3	tablespoons	Wild	Blueberry	Vinegar*	or	other	fruit-flavored	vinegar



Blend	all	ingredients	in	a	food	processor	or	high-powered	blender	until	smooth
and	creamy.

PER	 SERVING:	 CALORIES	 106;	 PROTEIN	 2g;	 CARBOHYDRATE	 16g;	 TOTAL	 FAT	 4.3g;
SATURATED	FAT	 0.7g;	 SODIUM	5mg;	 FIBER	 2.4g;	BETA-CAROTENE	22mcg;	VITAMIN	C	 2mg;
CALCIUM	 14mg;	 IRON	 0.8mg;	 FOLATE	 15mcg;	 MAGNESIUM	 31mg;	 ZINC	 0.6mg;	 SELENIUM
1.9mcg

Feisty	Hummus
Serves:	4	(yields	1½	cups)

1	 cup	 cooked	 garbanzo	 beans	 or	 canned,	 no-salt-added	 or	 low-sodium,
drained	¼	cup	water

¼	cup	raw	unhulled	sesame	seeds
1	tablespoon	fresh	lemon	juice
1	tablespoon	VegiZest*	or	other	no-salt	seasoning	blend,	adjusted	to	taste	1

teaspoon	Bragg	Liquid	Aminos	or	low-sodium	soy	sauce
1	teaspoon	horseradish
1	clove	raw	garlic

Blend	all	ingredients	in	a	high-powered	blender	until	creamy	and	smooth.	Serve
with	raw	and	lightly	steamed	vegetables	or	as	a	filling	ingredient	with	a	whole
grain	wrap	or	pita.

PER	 SERVING:	 CALORIES	 103;	 PROTEIN	 5g;	 CARBOHYDRATE	 12g;	 TOTAL	 FAT	 4.5g;
SATURATED	FAT	 0.6g;	 SODIUM	54mg;	 FIBER	 3.6g;	BETA-CAROTENE	6mcg;	VITAMIN	C	 3mg;
CALCIUM	 95mg;	 IRON	 2.2mg;	 FOLATE	 71mcg;	 MAGNESIUM	 45mg;	 ZINC	 1.1mg;	 SELENIUM
3.9mcg

Garlic	Nutter	Spread
Serves:	4

3	bulbs	garlic
1	cup	raw	cashews
⅓	cup	water	or	nondairy	milk
1	tablespoon	nutritional	yeast

Preheat	 the	 oven	 to	 300˚F.	 Roast	 garlic	 in	 a	 small	 baking	 dish	 for	 about	 25
minutes	or	until	soft.	When	cool,	remove	and	discard	skins.	Combine	garlic	and
remaining	ingredients	in	a	high-powered	blender.	Blend	until	smooth.



Use	to	season	cooked	vegetables	or	add	extra	flavor	to	soups	and	sauces.	Spread
it	on	a	wrap	or	pita	 sandwich.	Make	a	 salad	dressing	by	adding	 tomato	 sauce,
vinegar,	and	some	basil.

PER	 SERVING:	 CALORIES	 230;	 PROTEIN	 9g;	 CARBOHYDRATE	 18g;	 TOTAL	 FAT	 15.2g;
SATURATED	 FAT	 2.7g;	 SODIUM	 9mg;	 FIBER	 2g;	 BETA-CAROTENE	 1mcg;	 VITAMIN	 C	 7mg;
CALCIUM	 55mg;	 IRON	 2.8mg;	 FOLATE	 9mcg;	 MAGNESIUM	 108mg;	 ZINC	 2.6mg;	 SELENIUM
10mcg

Home-Style	Tomato	Sauce
Serves:	4

3	cups	diced	tomatoes
8	unsulfured,	unsalted	dried	tomatoes,	finely	diced
1	small	yellow	onion,	diced
8	cloves	garlic,	minced
1	tablespoon	MatoZest*	or	other	no-salt	Italian	seasoning	blend,	adjusted	to

taste	Freshly	ground	black	pepper,	to	taste
2	tablespoons	fresh	basil,	chopped

In	 a	 saucepan,	 cook	 tomatoes	 and	 dried	 tomatoes	 over	medium-low	 heat	 until
soft,	about	10	minutes.	Place	in	a	food	processor	or	blender	and	purée.	Heat	2	to
3	 tablespoons	 water	 in	 a	medium	 skillet	 and	 sauté	 the	 onion	 and	 garlic	 for	 2
minutes	or	until	tender.	Add	the	puréed	tomato	mixture,	MatoZest,	and	pepper.
Bring	 to	 a	gentle	boil,	 reduce	heat	 to	 low,	 cover,	 and	 simmer	 for	1	hour.	Add
basil	and	adjust	seasonings	to	taste,	adding	a	little	more	MatoZest	if	you	wish.

PER	 SERVING:	 CALORIES	 53;	 PROTEIN	 3g;	 CARBOHYDRATE	 11g;	 TOTAL	 FAT	 0.5g;
SATURATED	FAT	0.1g;	SODIUM	15mg;	FIBER	2.6g;	BETA-CAROTENE	666mcg;	VITAMIN	C	24mg;
CALCIUM	41mg;	IRON	1mg;	FOLATE	34mcg;	MAGNESIUM	27mg;	ZINC	0.4mg;	SELENIUM	1.1mcg

Italian	Dressing	with	Roasted	Garlic
Serves:	4

4	to	8	cloves	garlic,	roasted	(see	Note)
1	cup	unsweetened	soy,	hemp,	or	almond	milk
½	cup	raw	cashew	butter
2	tablespoons	nutritional	yeast
2	tablespoons	fresh	lemon	juice



1	tablespoon	white	wine	vinegar	or	more	to	taste
2	tablespoons	Dijon	mustard
2	tablespoons	fresh	parsley
1	teaspoon	dried	basil
¼	teaspoon	crushed	red	pepper	flakes
Pinch	of	dried	oregano
⅛	teaspoon	black	pepper	or	to	taste

Blend	ingredients	together	in	a	high-powered	blender	or	food	processor.	Adjust
seasonings	if	necessary.

Note:	Garlic	can	be	roasted	with	the	entire	bulb	intact	and	skin	on,	or	it	can	be
roasted	using	peeled	and	separated	cloves.	Roast	at	300˚F	for	about	25	minutes
or	until	soft.

PER	 SERVING:	 CALORIES	 239;	 PROTEIN	 10g;	 CARBOHYDRATE	 14g;	 TOTAL	 FAT	 17.4g;
SATURATED	FAT	3.3g;	SODIUM	119mg;	FIBER	2.3g;	BETA-CAROTENE	131mcg;	VITAMIN	C	7mg;
CALCIUM	 112mg;	 IRON	 2.4mg;	 FOLATE	 27mcg;	MAGNESIUM	 105mg;	 ZINC	 2.8mg;	 SELENIUM
6.9mcg

Lemon	Basil	Vinaigrette
Serves:	4

2	tablespoons	fresh	lemon	juice
2	tablespoons	balsamic	vinegar
½	cup	water
¼	cup	raw	almonds	or	⅛	cup	raw	almond	butter
¼	cup	raisins
⅓	cup	fresh	basil	leaves
1	teaspoon	Dijon	mustard
1	clove	garlic

Blend	ingredients	in	a	high-powered	blender	until	smooth.

PER	 SERVING:	 CALORIES	 86;	 PROTEIN	 2g;	 CARBOHYDRATE	 11g;	 TOTAL	 FAT	 4.5g;
SATURATED	FAT	0.3g;	SODIUM	21mg;	FIBER	1.5g;	BETA-CAROTENE	84mcg;	VITAMIN	C	4mg;
CALCIUM	 40mg;	 IRON	 0.7mg;	 FOLATE	 8mcg;	 MAGNESIUM	 29mg;	 ZINC	 0.3mg;	 SELENIUM
0.8mcg

Maui	Luau	Wok	Sauce



Serves:	4

⅓	cup	unsweetened,	shredded	coconut
½	cup	water
1½	cups	pineapple	chunks
1	teaspoon	Bragg	Liquid	Aminos	or	low-sodium	soy	sauce
1	scallion,	sliced	(2	tablespoons)
2	cloves	garlic
½	teaspoon	minced	ginger
3	unsulfured	dried	apricots,	soaked	in	¼	cup	water	for	30	minutes
½	teaspoon	no-salt	seasoning	blend	such	as	Mrs.	Dash
1	tablespoon	Passion	Fruit	Vinegar*	or	rice	vinegar

Place	all	ingredients	in	a	blender	and	blend	until	smooth.

To	use	as	 a	 cooking	 sauce	 for	your	 favorite	vegetables,	heat	¼	cup	water	 in	a
large	 nonstick	wok	 or	 skillet,	 add	 your	 choice	 of	 vegetables,	 cover,	 and	 cook
until	 crisp-tender,	 about	 4	 to	 8	 minutes,	 depending	 on	 the	 vegetable,	 stirring
occasionally	 and	 adding	 additional	 water	 as	 needed.	 Uncover,	 add	 desired
amount	of	Maui	Luau	Wok	Sauce,	and	continue	cooking	until	mixture	is	heated
through.

PER	SERVING:	CALORIES	89;	PROTEIN	1g;	CARBOHYDRATE	12g;	TOTAL	FAT	5g;	SATURATED
FAT	 4.3g;	 SODIUM	 61mg;	 FIBER	 1.6g;	 BETA-CAROTENE	 96mcg;	 VITAMIN	 C	 12mg;	 CALCIUM
21mg;	IRON	0.6mg;	FOLATE	3mcg;	MAGNESIUM	17mg;	ZINC	0.3mg;	SELENIUM	1.7mcg

Orange	Sesame	Dressing
Serves:	3

4	tablespoons	unhulled	sesame	seeds,	divided
¼	cup	raw	cashew	nuts	or	⅛	cup	raw	cashew	butter
2	navel	oranges,	peeled
2	tablespoons	Blood	Orange	Vinegar*,	Riesling	Reserve	Vinegar*,	or	white

wine	vinegar	Toast	 the	sesame	seeds	 in	a	dry	skillet	over	medium-high
heat	 for	 3	minutes,	 mixing	with	 a	 wooden	 spoon	 and	 shaking	 the	 pan
frequently.	 In	 a	 high-powered	 blender,	 combine	 2	 tablespoons	 of	 the
sesame	seeds,	cashews,	oranges,	and	vinegar.	If	needed,	add	orange	juice
for	a	thinner	consistency.	Sprinkle	remaining	sesame	seeds	on	top	of	the
salad.



Serving	 Suggestion:	 Toss	 with	 mixed	 greens,	 tomatoes,	 red	 onions,	 and
additional	diced	oranges	or	kiwi.

PER	 SERVING:	 CALORIES	 162;	 PROTEIN	 5g;	 CARBOHYDRATE	 17g;	 TOTAL	 FAT	 9.6g;
SATURATED	FAT	1.5g;	SODIUM	4mg;	FIBER	3.5g;	BETA-CAROTENE	82mcg;	VITAMIN	C	55mg;
CALCIUM	 133mg;	 IRON	 2.2mg;	 FOLATE	 43mcg;	 MAGNESIUM	 76mg;	 ZINC	 1.4mg;	 SELENIUM
5.4mcg

Pistachio	Mustard	Dressing
Serves:	4

¾	cup	unsweetened	soy,	hemp,	or	almond	milk
⅓	cup	raw	shelled	pistachio	nuts
2	tablespoons	VegiZest*	or	other	no-salt	seasoning	blend,	adjusted	to	taste	1

tablespoon	Dijon	mustard
¼	teaspoon	garlic	powder

Blend	all	ingredients	in	a	high-powered	blender	until	smooth.

PER	 SERVING:	 CALORIES	 90;	 PROTEIN	 5g;	 CARBOHYDRATE	 7g;	 TOTAL	 FAT	 5.7g;
SATURATED	 FAT	 0.7g;	 SODIUM	 69mg;	 FIBER	 2g;	 BETA-CAROTENE	 27mcg;	 VITAMIN	C	 3mg;
CALCIUM	 86mg;	 IRON	 1.2mg;	 FOLATE	 21mcg;	 MAGNESIUM	 30mg;	 ZINC	 0.5mg;	 SELENIUM
2.3mcg

Russian	Fig	Dressing
Serves:	4

⅔	cup	no-salt-added	or	low-sodium	pasta	sauce
⅔	cup	raw	almonds	or	6	tablespoons	raw	almond	butter
¼	cup	raw	sunflower	seeds
6	tablespoons	Black	Fig	Vinegar*	or	balsamic	vinegar
2	tablespoons	raisins	or	dried	currants

Blend	ingredients	in	a	food	processor	or	high-powered	blender	until	smooth.

PER	 SERVING:	 CALORIES	 243;	 PROTEIN	 8g;	 CARBOHYDRATE	 18g;	 TOTAL	 FAT	 16.9g;
SATURATED	 FAT	 1.4g;	 CHOLESTEROL	 0.9mg;	 SODIUM	 20mg;	 FIBER	 4.6g;	 BETA-CAROTENE
170mcg;	VITAMIN	C	 1mg;	CALCIUM	90mg;	 IRON	1.9mg;	 FOLATE	 38mcg;	MAGNESIUM	104mg;
ZINC	1.3mg;	SELENIUM	5.7mcg

Sunny	Tuscan	Dressing



Serves:	4

¼	cup	dried,	unsulfured	apricots
1	navel	orange,	peeled
2	tablespoons	unhulled	sesame	seeds	or	tahini
¼	cup	raw	cashews
2	tablespoons	Lemon	Basil	Vinegar*	or	balsamic	vinegar
1	teaspoon	dried	basil
½	teaspoon	dried	oregano
2	scallions	(white	part	only)

Soak	apricots	in	½	cup	water	for	30	minutes.	Add	apricots	and	soaking	water	to
a	 high-powered	 blender	 along	 with	 remaining	 ingredients	 and	 blend	 until
smooth.

PER	 SERVING:	 CALORIES	 120;	 PROTEIN	 3g;	 CARBOHYDRATE	 15g;	 TOTAL	 FAT	 6.1g;
SATURATED	FAT	1g;	SODIUM	6mg;	FIBER	2.5g;	BETA-CAROTENE	354mcg;	VITAMIN	C	22mg;
CALCIUM	86mg;	IRON	2.1mg;	FOLATE	23mcg;	MAGNESIUM	53mg;	ZINC	1mg;	SELENIUM	3.5mcg

Walnut	Vinaigrette	Dressing
Serves:	4

¼	cup	balsamic	vinegar
½	cup	water
¼	cup	walnuts
¼	cup	raisins
1	teaspoon	Dijon	mustard
1	clove	garlic
¼	teaspoon	dried	thyme

Blend	ingredients	in	a	high-powered	blender	until	smooth.

PER	 SERVING:	 CALORIES	 84;	 PROTEIN	 1g;	 CARBOHYDRATE	 11g;	 TOTAL	 FAT	 4.2g;
SATURATED	FAT	 0.4g;	 SODIUM	21mg;	 FIBER	 0.8g;	BETA-CAROTENE	3mcg;	VITAMIN	C	 1mg;
CALCIUM	 20mg;	 IRON	 0.6mg;	 FOLATE	 7mcg;	 MAGNESIUM	 16mg;	 ZINC	 0.3mg;	 SELENIUM
0.9mcg

SALADS



Baba	Ghanoush	over	Mixed	Greens
Serves:	4

1	(1½-pound)	eggplant
1	 cup	 cooked	 garbanzo	 beans	 or	 low-sodium	 or	 no-salt-added	 canned

garbanzo	beans	2	tablespoons	raw	tahini	or	unhulled	sesame	seeds
2	tablespoons	fresh	lemon	juice
2	cloves	garlic,	finely	chopped
⅓	cup	water
1	teaspoon	Bragg	Liquid	Aminos
5	ounces	romaine	lettuce,	chopped
5	ounces	mixed	baby	greens

Preheat	 the	oven	to	350˚F.	Prick	eggplant,	place	on	baking	sheet,	and	bake	for
45	minutes,	turning	occasionally,	until	soft.	Let	it	cool	and	then	peel.	In	a	high-
powered	blender,	combine	eggplant,	garbanzo	beans,	tahini,	lemon	juice,	garlic,
water,	 and	 Bragg	 Liquid	 Aminos.	 Blend	 until	 smooth.	 Combine	 romaine	 and
mixed	baby	greens	and	serve	baba	ghanoush	on	a	bed	of	greens.	Baba	ghanoush
and	greens	can	also	be	served	in	a	whole	wheat	pita	or	wrap.

PER	 SERVING:	 CALORIES	 155;	 PROTEIN	 8g;	 CARBOHYDRATE	 23g;	 TOTAL	 FAT	 5.1g;
SATURATED	 FAT	 0.7g;	 SODIUM	 83mg;	 FIBER	 9.2g;	 BETA-CAROTENE	 3954mcg;	 VITAMIN	 C
13mg;	 CALCIUM	 104mg;	 IRON	 2.5mg;	 FOLATE	 190mcg;	 MAGNESIUM	 61mg;	 ZINC	 1.4mg;
SELENIUM	2.4mcg

Broccoli	and	Chickpea	Salad
Serves:	4

For	the	Salad:
6	cups	broccoli,	cut	into	small	florets
1½	cups	cooked	chickpeas	or	1	(15-ounce)	can	no-salt-added	or	low-sodium

chickpeas,	drained	¼	cup	chopped	red	onion
1½	cups	halved	cherry	tomatoes
¼	cup	pine	nuts	or	walnuts,	toasted

For	the	Dressing:
¼	cup	fresh	lemon	juice
½	cup	water
¼	cup	walnuts



¼	cup	pitted	and	chopped	dates
1	teaspoon	Dijon	mustard
1	clove	garlic

Steam	 broccoli	 until	 just	 tender,	 5	 to	 7	 minutes.	 Once	 cool,	 combine	 with
chickpeas,	 onion,	 cherry	 tomatoes,	 and	 nuts.	 Blend	 dressing	 ingredients	 in	 a
high-powered	 blender.	 Toss	 salad	 with	 desired	 amount	 of	 dressing.	 Leftover
dressing	may	be	reserved	for	another	use.

PER	 SERVING:	 CALORIES	 298;	 PROTEIN	 13g;	 CARBOHYDRATE	 40g;	 TOTAL	 FAT	 12.9g;
SATURATED	 FAT	 1.1g;	 SODIUM	 70mg;	 FIBER	 8.9g;	 BETA-CAROTENE	 809mcg;	 VITAMIN	 C
139mg;	 CALCIUM	 119mg;	 IRON	 3.8mg;	 FOLATE	 218mcg;	 MAGNESIUM	 105mg;	 ZINC	 2.5mg;
SELENIUM	7mcg

Cabbage,	Apple,	and	Poppy	Seed	Slaw
Serves:	8

For	the	Slaw:
3	medium	Granny	Smith	apples,	coarsely	grated
2	tablespoons	lemon	juice
8	cups	shredded	green	cabbage	(1	small	head)
3	medium	carrots,	coarsely	grated
4	green	onions,	thinly	sliced
2	tablespoons	poppy	seeds

For	the	Dressing:
1	cup	soft	tofu
½	cup	unsweetened	soy,	hemp,	or	almond	milk
¼	cup	Spicy	Pecan	Vinegar*	or	apple	cider	vinegar
3	Medjool	or	6	regular	dates,	pitted
Black	pepper,	to	taste

Toss	grated	apples	with	lemon	juice.	Combine	with	remaining	slaw	ingredients.
Blend	dressing	ingredients	in	a	high-powered	blender	until	smooth	and	creamy.
Toss	with	slaw.

PER	 SERVING:	 CALORIES	 128;	 PROTEIN	 4g;	 CARBOHYDRATE	 25g;	 TOTAL	 FAT	 2.7g;
SATURATED	 FAT	 0.4g;	 SODIUM	 39mg;	 FIBER	 5.3g;	 BETA-CAROTENE	 2096mcg;	 VITAMIN	 C
32mg;	 CALCIUM	 136mg;	 IRON	 1.3mg;	 FOLATE	 57mcg;	 MAGNESIUM	 40mg;	 ZINC	 0.7mg;
SELENIUM	3.5mcg



Creamy	Cucumber	and	Onion	Salad
Serves:	4

½	cup	unsweetened	soy,	hemp,	or	almond	milk
½	cup	raw	cashews	or	¼	cup	raw	cashew	butter
¼	cup	white	vinegar
1	teaspoon	low-sodium	mustard
1	small	clove	garlic,	peeled
4	large	cucumbers,	thinly	sliced
1	medium	white	sweet	onion,	thinly	sliced
1	tablespoon	fresh	dill	or	1	teaspoon	dried	dill

Combine	 nondairy	 milk,	 cashews,	 vinegar,	 mustard,	 and	 garlic	 in	 a	 high-
powered	 blender	 and	 blend	 until	 smooth	 and	 creamy.	 Combine	 cucumbers,
onion,	and	dill	and	toss	with	desired	amount	of	dressing.	Refrigerate	for	at	least
1	hour	before	serving.

PER	 SERVING:	 CALORIES	 170;	 PROTEIN	 6g;	 CARBOHYDRATE	 19g;	 TOTAL	 FAT	 8.5g;
SATURATED	FAT	1.4g;	SODIUM	42mg;	FIBER	3.5g;	BETA-CAROTENE	88mcg;	VITAMIN	C	13mg;
CALCIUM	 108mg;	 IRON	 2.3mg;	 FOLATE	 44mcg;	 MAGNESIUM	 98mg;	 ZINC	 1.7mg;	 SELENIUM
4.6mcg

Edamame	Black	Bean	Salad
Serves:	4

12	ounces	frozen	shelled	edamame
1½	 cups	 cooked	 black	 beans	 or	 1	 (15-ounce)	 can	 low-sodium	 or	 no-salt-

added	black	beans,	drained	1	medium	tomato,	chopped
½	medium	green	bell	pepper,	chopped
¼	cup	chopped	red	onion
¼	cup	chopped	cilantro
1	ripe	avocado
1	tablespoon	lime	juice
1	cup	unsweetened	soy,	hemp,	or	almond	milk
¼	cup	raw	cashews
1	Medjool	or	2	regular	dates,	pitted

Bring	 a	 saucepan	 of	water	 to	 a	 boil,	 add	 edamame,	 and	 boil	 for	 two	minutes.
Drain	and	rinse	with	cold	water.	In	a	large	bowl,	combine	the	edamame,	beans,



tomato,	 bell	 pepper,	 onion,	 and	 cilantro.	 Blend	 avocado,	 lime	 juice,	 nondairy
milk,	cashews,	and	dates	in	a	high-powered	blender.	Add	half	of	the	dressing	to
the	edamame	and	black	bean	mixture	and	toss.	Add	additional	dressing	to	adjust
to	desired	consistency.

PER	 SERVING:	 CALORIES	 339;	 PROTEIN	 19g;	 CARBOHYDRATE	 38g;	 TOTAL	 FAT	 14.5g;
SATURATED	 FAT	 1.6g;	 SODIUM	 44mg;	 FIBER	 13.7g;	 BETA-CAROTENE	 232mcg;	 VITAMIN	 C
30mg;	 CALCIUM	 101mg;	 IRON	 4.5mg;	 FOLATE	 407mcg;	 MAGNESIUM	 155mg;	 ZINC	 2.7mg;
SELENIUM	5.7mcg

Farro	and	Kale	Salad	with	White	Beans	and	Walnuts
Serves:	4

1	cup	farro	(see	Note)
3¼	cups	low-sodium	or	no-salt-added	vegetable	broth,	divided
2	cups	whole	baby	kale	leaves	or	chopped	kale
¼	cup	unsulfured	dried	blueberries	or	currants
1	cup	cooked	white	beans
¼	cup	walnut	pieces	or	lightly	toasted	pine	nuts
1	teaspoon	chia	seeds
2	tablespoons	balsamic	vinegar
1	tablespoon	fresh	lemon	juice
1	teaspoon	Dijon	mustard
Ground	black	pepper,	to	taste

Place	 farro	 in	 a	 pot	 with	 3	 cups	 of	 the	 vegetable	 broth	 and	 bring	 to	 a	 boil.
Reduce	 heat	 to	 a	 simmer,	 cover	 the	 pot,	 and	 cook	 for	 30	 to	 45	minutes,	 until
grains	 are	 tender	 but	 not	 split	 and	 have	 absorbed	 all	 of	 the	 liquid	 (or	 cook
according	 to	 package	 instructions).	 Remove	 from	 heat	 and	 transfer	 to	 a	 large
bowl.	Add	the	kale,	dried	blueberries,	white	beans,	and	walnuts	to	the	farro.	Stir
to	allow	the	warm	farro	 to	wilt	 the	kale.	To	make	 the	dressing,	whisk	 together
the	 chia	 seeds,	 the	 remaining	 ¼	 cup	 vegetable	 broth,	 vinegar,	 lemon	 juice,
mustard,	and	pepper	in	a	small	bowl.	Allow	to	stand	for	15	minutes	to	thicken.
Toss	farro	salad	with	enough	dressing	to	moisten	it	but	not	make	it	too	wet.

Note:	Look	for	whole	grain	or	semi-pearled	farro,	which	are	higher	 in	nutrient
density.	Pearled	 farro	cooks	 faster,	but	 the	nutritious	germ	and	bran	have	been
removed.



PER	 SERVING:	 CALORIES	 306;	 PROTEIN	 9g;	 CARBOHYDRATE	 57g;	 TOTAL	 FAT	 6.2g;
SATURATED	 FAT	 0.7g;	 SODIUM	 183mg;	 FIBER	 9.9g;	 BETA-CAROTENE	 3102mcg;	 VITAMIN	 C
47mg;	 CALCIUM	 113mg;	 IRON	 3.3mg;	 FOLATE	 51mcg;	 MAGNESIUM	 84mg;	 ZINC	 1.7mg;
SELENIUM	20.9mcg

Napa	Cabbage	Salad	with	Sesame	Peanut	Dressing
Serves:	4

For	the	Dressing:
¼	cup	no-salt-added,	natural	peanut	butter
2	tablespoons	unhulled	sesame	seeds
¼	cup	unsweetened	soy,	hemp,	or	almond	milk
¼	cup	water
¼	cup	rice	vinegar
3	regular	dates	or	1½	Medjool	dates,	pitted
1	clove	garlic,	chopped
1	tablespoon	chopped	fresh	ginger
1	teaspoon	Bragg	Liquid	Aminos

For	the	Salad:
6	cups	shredded	napa	cabbage
1	small	red	bell	pepper,	thinly	sliced
1	cup	thinly	sliced	snow	peas
6	green	onions,	sliced

Blend	 dressing	 ingredients	 in	 a	 high-powered	 blender	 until	 smooth.	 Combine
salad	ingredients	in	a	large	bowl	and	toss	with	desired	amount	of	dressing.

Note:	For	your	convenience,	 I	make	a	 line	of	healthful	bottled	salad	dressings.
Try	 Dr.	 Fuhrman’s	 Sesame	 Ginger	 Dressing	 (about	 ¾	 cup)	 in	 place	 of	 the
dressing	listed	in	this	recipe.

PER	 SERVING:	 CALORIES	 175;	 PROTEIN	 7g;	 CARBOHYDRATE	 16g;	 TOTAL	 FAT	 10.5g;
SATURATED	FAT	1.5g;	SODIUM	85mg;	FIBER	4g;	BETA-CAROTENE	1052mcg;	VITAMIN	C	65mg;
CALCIUM	 143mg;	 IRON	 2mg;	 FOLATE	 142mcg;	 MAGNESIUM	 74mg;	 ZINC	 1.3mg;	 SELENIUM
3.6mcg

SOUPS	AND	STEWS



Broccoli	Mushroom	Bisque
Serves:	4

1	head	broccoli,	cut	into	florets
8	ounces	mushrooms,	sliced
3	carrots,	coarsely	chopped
1	cup	coarsely	chopped	celery
1	onion,	chopped
2	cloves	garlic,	minced
2	tablespoons	VegiZest*	or	2	teaspoons	Mrs.	Dash	no-salt	seasoning	blend	2

cups	carrot	juice
4	cups	water
½	teaspoon	nutmeg
½	cup	raw	pecans

Place	all	the	ingredients	except	the	pecans	in	a	soup	pot.	Cover	and	simmer	for
20	minutes	or	until	 the	vegetables	are	 just	 tender.	 In	a	 food	processor	or	high-
powered	 blender,	 blend	 two-thirds	 of	 the	 soup	 liquid	 and	 vegetables	 with	 the
nuts	until	smooth	and	creamy.	Return	to	the	pot	and	reheat	before	serving.

PER	 SERVING:	 CALORIES	 221;	 PROTEIN	 9g;	 CARBOHYDRATE	 31g;	 TOTAL	 FAT	 9.8g;
SATURATED	FAT	0.9g;	SODIUM	168mg;	FIBER	6.4g;	BETA-CAROTENE	14,968mcg;	VITAMIN	C
49mg;	 CALCIUM	 133mg;	 IRON	 2.5mg;	 FOLATE	 101mcg;	 MAGNESIUM	 73mg;	 ZINC	 2.8mg;
SELENIUM	40.1mcg

Butternut	Breakfast	Soup
Serves:	6

4	cups	frozen	butternut	squash
2	medium	apples,	peeled,	seeded,	and	chopped
4	 cups	 (packed)	 kale,	 tough	 stems	 and	 center	 ribs	 removed	 and	 leaves

chopped,	or	frozen	kale,	chopped	1	cup	chopped	onion
2	 tablespoons	 Pomegranate	 Balsamic	 Vinegar*	 or	 other	 fruit-flavored

vinegar	5	cups	carrot	 juice,	 fresh	 (5	pounds	of	carrots,	 juiced)	or	store-
bought	refrigerated	½	cup	unsweetened	soy,	almond,	or	hemp	milk

½	cup	raw	cashews
¼	cup	hemp	seeds
1	teaspoon	cinnamon
½	teaspoon	nutmeg



Place	squash,	apples,	kale,	onion,	vinegar,	and	carrot	juice	in	a	soup	pot.	Bring
to	a	boil,	 lower	heat,	cover,	and	simmer	 for	30	minutes	or	until	kale	 is	 tender.
Purée	 half	 of	 the	 soup	with	 the	 nondairy	milk,	 cashews,	 and	 hemp	 seeds	 in	 a
high-powered	blender.	Return	blended	mixture	to	soup	pot.	Add	cinnamon	and
nutmeg.

PER	 SERVING:	 CALORIES	 314;	 PROTEIN	 9g;	 CARBOHYDRATE	 58g;	 TOTAL	 FAT	 8.3g;
SATURATED	FAT	1.3g;	SODIUM	167mg;	FIBER	9.7g;	BETA-CAROTENE	28,816mcg;	VITAMIN	C
106mg;	 CALCIUM	 267mg;	 IRON	 4.3mg;	 FOLATE	 70mcg;	 MAGNESIUM	 159mg;	 ZINC	 1.9mg;
SELENIUM	8.4mcg

Cauliflower,	Coconut,	and	Turmeric	Soup
Serves:	4

½	cup	unsweetened	shredded	coconut
1	teaspoon	chopped	fresh	ginger
1	cup	water
1	medium	onion,	chopped
4	cloves	garlic,	chopped
3	cups	sliced	shiitake	mushrooms
1	head	cauliflower,	cut	into	pieces
4½	cups	low-sodium	or	no-salt-added	vegetable	broth
½	teaspoon	turmeric
½	teaspoon	ground	coriander
¼	cup	raw	macadamia	nuts
¼	cup	raw	walnuts
1	bunch	kale,	tough	stems	removed,	chopped
½	cup	shredded	cooked	chicken	or	½	cup	raw	chopped	shrimp,	optional	(see

Note)	Blend	coconut,	ginger,	and	water	in	a	high-powered	blender	until
smooth	 and	 creamy.	 In	 a	 soup	 pot,	 heat	 2	 to	 3	 tablespoons	 water	 and
water-sauté	 onion	 and	 garlic	 for	 2	 minutes,	 then	 add	 mushrooms	 and
sauté	 until	 onions	 and	 mushrooms	 are	 tender.	 Add	 blended	 coconut
mixture,	cauliflower,	vegetable	broth,	turmeric,	and	coriander.	Bring	to	a
boil,	 reduce	 heat,	 cover,	 and	 simmer	 for	 15	 minutes	 or	 until	 the
cauliflower	is	tender.	In	a	high-powered	blender,	blend	two-thirds	of	the
soup	 liquid	 and	 vegetables	with	 the	macadamia	 nuts	 and	walnuts	 until
smooth	 and	 creamy.	Return	 to	 the	 pot	 and	 reheat.	 Steam	 the	 kale	 until
wilted	 and	 just	 tender,	 about	 6	 to	 8	minutes.	Divide	 steamed	 kale	 into



four	soup	bowls	and	serve	 the	soup	on	 top.	For	added	crunch,	 top	with
Crispy	Chickpeas	(page	328).

Note:	If	desired,	add	chicken	or	shrimp	after	soup	is	blended	and	returned	to	the
soup	pot.	Add	½	cup	cooked	shredded	chicken	and	reheat	or	add	½	cup	chopped
raw	shrimp	and	simmer	for	3	to	4	minutes	or	until	shrimp	turns	pink.

PER	 SERVING:	 CALORIES	 305;	 PROTEIN	 9.3g;	 CARBOHYDRATE	 29g;	 TOTAL	 FAT	 19.7g;
SATURATED	 FAT	 8.1g;	 SODIUM	 246mg;	 FIBER	 9.1g;	 BETA-CAROTENE	 7728mcg;	 VITAMIN	 C
175mg;	 CALCIUM	 205mg;	 IRON	 3.8mg;	 FOLATE	 123mcg;	 MAGNESIUM	 94mg;	 ZINC	 1.7mg;
SELENIUM	6.6mcg

Chickpea	Mulligatawny	Stew
Serves:	6

¾	cup	unsweetened	flaked	coconut
4	cups	low-sodium	or	no-salt-added	vegetable	broth,	divided
3	Medjool	dates	or	6	regular	dates,	pitted
1	onion,	chopped
¼	cup	garlic	cloves,	chopped
1	carrot,	peeled	and	diced
1	stalk	celery,	chopped
2	tablespoons	white	wine
4	ounces	cremini	mushrooms,	chopped
1	Granny	Smith	apple,	peeled	and	diced
2	tablespoons	curry	powder
3	cups	cooked	chickpeas	or	2	(15-ounce)	cans	low-sodium	or	no-salt-added

chickpeas,	 drained	 3	 cups	 no-salt-added	 diced	 tomatoes,	 in	 BPA-free
packaging

Cayenne	pepper,	to	taste
1	pound	chopped	fresh	or	frozen	spinach	(or	greens	of	your	choice)
½	pound	steamed	broccoli	florets
½	pound	steamed	cauliflower	florets

Purée	 the	flaked	coconut,	2	cups	of	 the	broth,	and	 the	dates	 in	a	high-powered
blender	until	smooth.	Set	aside.

In	a	large	soup	pot,	sauté	the	onion,	garlic,	carrot,	and	celery	in	the	white	wine
until	 the	 onions	 are	 translucent	 and	 lightly	 browned.	Add	 the	mushrooms	 and



apple	 and	 continue	 to	 cook	 until	 the	mushrooms	 release	 their	 juices.	 Add	 the
curry	 powder	 and	 sauté	 for	 another	 minute.	 Add	 the	 chickpeas,	 tomatoes,
coconut	 purée,	 and	 the	 remaining	 broth	 and	 bring	 to	 a	 boil.	 Simmer	 for	 10
minutes,	taste	and	adjust	with	more	curry	powder	and	cayenne	if	desired.	Then,
stir	 in	 the	 spinach,	 broccoli,	 and	 cauliflower	 and	 continue	 cooking	 until	 the
spinach	is	wilted.

PER	 SERVING:	 CALORIES	 362;	 PROTEIN	 15g;	 CARBOHYDRATE	 57g;	 TOTAL	 FAT	 10.8g;
SATURATED	FAT	6.9g;	 SODIUM	202mg;	 FIBER	16.2g;	BETA-CAROTENE	6771mcg;	VITAMIN	C
75mg;	 CALCIUM	 232mg;	 IRON	 6.2mg;	 FOLATE	 328mcg;	 MAGNESIUM	 150mg;	 ZINC	 2.7mg;
SELENIUM	13.9mcg

Cuban	Black	Bean	Soup	with	Garlic	“Mashed	Potatoes”
Serves:	5

For	the	Soup:
1	small	onion,	chopped
3	cloves	garlic,	minced
1	tablespoon	chili	powder
2	teaspoons	ground	cumin
3	 cups	 cooked	 black	 beans	 or	 2	 (15-ounce)	 cans	 low-sodium	 black	 beans,

drained	and	rinsed	3	cups	low-sodium	or	no-salt-added	vegetable	broth
⅔	cup	low-sodium	all-natural	salsa
1	tablespoon	lime	juice
A	few	dashes	of	chipotle	hot	sauce
½	bunch	cilantro,	chopped
4	green	onions,	chopped

For	the	“Mashed	Potatoes”:
1	large	head	cauliflower,	chopped
1	small	clove	garlic,	minced
½	to	1	cup	soy,	hemp,	or	almond	milk	(to	desired	consistency)
¼	teaspoon	pepper,	or	to	taste
¼	cup	nutritional	yeast
2	stalks	green	onions,	chopped

Sauté	onion	and	garlic	 in	 a	 splash	of	 low-sodium	vegetable	broth	until	 tender.
Add	chili	and	cumin,	stir	until	combined.	Add	beans,	vegetable	broth,	salsa,	lime
juice,	and	hot	sauce.	Bring	to	a	boil,	 then	cover	and	simmer	about	45	minutes.



Remove	from	heat	and	purée	about	half	of	the	soup	in	a	high-powered	blender.
Stir	in	cilantro	and	green	onions.	Cover	and	set	aside	until	ready	to	serve.

Steam	 cauliflower	 until	 tender.	 Place	 into	 high-powered	 blender	 along	 with
remaining	 ingredients	 except	 for	 green	 onions	 and	 blend	 until	 smooth	 (add
nondairy	 milk	 until	 desired	 consistency).	 Serve	 soup	 topped	 with	 “mashed
potatoes”	and	garnish	with	green	onions.

PER	 SERVING:	 CALORIES	 259;	 PROTEIN	 20g;	 CARBOHYDRATE	 42g;	 TOTAL	 FAT	 3.1g;
SATURATED	 FAT	 0.7g;	 SODIUM	 138mg;	 FIBER	 15.2g;	 BETA-CAROTENE	 503mcg;	 VITAMIN	 C
88mg;	 CALCIUM	 134mg;	 IRON	 4.6mg;	 FOLATE	 260mcg;	 MAGNESIUM	 123mg;	 ZINC	 3.3mg;
SELENIUM	3.1mcg

Dr.	Fuhrman’s	Famous	Anticancer	Soup
Serves:	10

1	cup	dried	split	peas
½	cup	dried	adzuki	or	cannellini	beans
4	cups	water
6	to	10	medium	zucchini
5	pounds	large	organic	carrots,	juiced	(6	cups	juice;	see	Note)
2	bunches	celery,	juiced	(2	cups	juice;	see	Note)
2	tablespoons	VegiZest*	or	other	no-salt	seasoning	blend,	adjusted	to	taste	1

teaspoon	Mrs.	Dash	no-salt	seasoning
4	medium	onions,	chopped
3	leek	stalks,	cut	lengthwise	and	cleaned	carefully,	then	coarsely	chopped	2

bunches	kale,	collard	greens,	or	other	greens,	tough	stems	and	center	ribs
removed	and	leaves	chopped	1	cup	raw	cashews

2½	cups	chopped	fresh	mushrooms	(shiitake,	cremini,	and/or	white)

Place	the	peas	and	beans	and	water	in	a	very	large	pot	over	low	heat.	Bring	to	a
boil,	and	reduce	heat.	Add	 the	zucchini	whole	 to	 the	pot.	Add	 the	carrot	 juice,
celery	 juice,	 VegiZest,	 and	 Mrs.	 Dash.	 Put	 the	 onions,	 leeks,	 and	 kale	 in	 a
blender	and	blend	with	a	little	bit	of	the	soup	liquid.	Pour	this	mixture	into	the
soup	pot.	After	at	least	10	minutes,	remove	the	softened	zucchini	with	tongs	and
blend	them	in	the	blender	with	the	cashews	until	creamy.	Pour	this	mixture	back
into	 the	 soup	pot.	Add	 the	mushrooms	and	continue	 to	 simmer	until	 the	beans
are	soft,	about	2	hours	total	cooking	time.



Note:	Freshly	juiced	organic	carrots	and	celery	will	maximize	the	flavor	of	this
soup.

PER	 SERVING:	 CALORIES	 296;	 PROTEIN	 14g;	 CARBOHYDRATE	 49g;	 TOTAL	 FAT	 7.5g;
SATURATED	FAT	1.4g;	SODIUM	172mg;	FIBER	10.2g;	BETA-CAROTENE	16,410mcg;	VITAMIN	C
90mg;	 CALCIUM	 178mg;	 IRON	 4.8mg;	 FOLATE	 203mcg;	 MAGNESIUM	 151mg;	 ZINC	 3mg;
SELENIUM	10.1mcg

French	Minted	Pea	Soup
Serves:	3

10	ounces	frozen	green	peas
1	small	onion,	chopped
1	clove	garlic,	chopped
3	tablespoons	VegiZest*,	or	other	no-salt	seasoning,	adjusted	to	taste
3	cups	water
1	bunch	fresh	mint	leaves	(save	a	few	leaves	for	garnish)
3	regular	dates,	pitted
½	cup	raw	cashews
½	tablespoon	Spike	no-salt	seasoning,	or	other	no-salt	seasoning,	 to	 taste	4

teaspoons	fresh	lemon	juice
4	cups	shredded	romaine	lettuce	or	chopped	baby	spinach
2	tablespoons	fresh	snipped	chives

Simmer	peas,	onions,	garlic,	and	seasonings	in	water	for	about	7	minutes.	Pour
pea	 mixture	 into	 a	 high-powered	 blender	 or	 food	 processor.	 Add	 remaining
ingredients	 except	 for	 the	 lettuce	 and	 chives.	 Blend	 until	 smooth	 and	 creamy.
Add	lettuce	or	spinach	and	let	it	wilt	in	hot	liquid.	Pour	into	bowls	and	garnish
with	chives	and	mint	leaves.

PER	 SERVING:	 CALORIES	 313;	 PROTEIN	 14g;	 CARBOHYDRATE	 45g;	 TOTAL	 FAT	 11.4g;
SATURATED	FAT	1.9g;	 SODIUM	153mg;	 FIBER	11.6g;	BETA-CAROTENE	4496mcg;	VITAMIN	C
39mg;	 CALCIUM	 192mg;	 IRON	 9mg;	 FOLATE	 210mcg;	 MAGNESIUM	 156mg;	 ZINC	 3mg;
SELENIUM	8.1mcg

Golden	Austrian	Cauliflower	Cream	Soup
Serves:	4

1	head	cauliflower,	cut	into	pieces



3	carrots,	coarsely	chopped
1	cup	coarsely	chopped	celery
2	leeks,	coarsely	chopped
2	cloves	garlic,	minced
2	tablespoons	VegiZest*	or	other	no-salt	seasoning	blend,	adjusted	to	taste	2

cups	carrot	juice
4	cups	water
½	teaspoon	nutmeg
1	cup	raw	cashews
5	cups	chopped	kale	leaves	or	baby	spinach

Place	all	ingredients	except	cashews	and	kale	in	a	pot.	Cover	and	simmer	for	15
minutes	 or	 until	 the	 vegetables	 are	 just	 tender.	 In	 a	 food	 processor	 or	 high-
powered	blender,	blend	half	of	the	soup	liquid	and	vegetables	with	the	cashews
until	smooth	and	creamy	and	return	to	the	pot.	Finely	chop	the	kale	or	spinach
and	add	to	the	pot;	simmer	for	10	more	minutes.

PER	 SERVING:	 CALORIES	 369;	 PROTEIN	 15g;	 CARBOHYDRATE	 48g;	 TOTAL	 FAT	 16.7g;
SATURATED	FAT	1.6g;	SODIUM	238mg;	FIBER	18.1g;	BETA-CAROTENE	17,409mcg;	VITAMIN	C
104mg;	 CALCIUM	 359mg;	 IRON	 4.5mg;	 FOLATE	 233mcg;	 MAGNESIUM	 149mg;	 ZINC	 2.4mg;
SELENIUM	3.5mcg

Split	Pea	and	Lentil	Soup
Serves:	6

1½	cups	split	peas,	rinsed
½	cup	lentils,	rinsed
¼	cup	pine	nuts,	lightly	toasted,	plus	additional	if	desired	for	garnish	2	large

onions,	chopped
3	cloves	garlic,	chopped
4	stalks	celery,	chopped
3	cups	coarsely	chopped	mushrooms
5	carrots,	diced
1	cup	carrot	juice
3	cups	low-sodium	or	no-salt-added	vegetable	broth
3	tablespoons	fresh,	chopped	dill
2	tablespoons	salt-free	Italian	seasoning	blend
½	teaspoon	dried	marjoram



¼	teaspoon	ground	black	pepper

Bring	3	cups	of	water	 to	a	boil,	 add	split	peas	and	 lentils	and	 return	 to	a	boil.
Reduce	 heat,	 partially	 cover	 the	 pot,	 and	 simmer	 for	 40	minutes	 or	 until	 split
peas	and	lentils	are	 tender.	Place	cooked	lentils	and	split	peas	and	toasted	pine
nuts	in	a	high-powered	blender	or	food	processor	and	blend	until	smooth.	While
split	peas	and	lentils	are	cooking,	add	remaining	ingredients	to	a	large	soup	pot
and	 cook	 over	 low	 heat	 until	 vegetables	 are	 tender,	 about	 15	 minutes.	 Add
blended	 split	 pea	 mixture	 to	 soup	 pot	 and	 mix	 well.	 If	 desired,	 garnish	 with
additional	toasted	pine	nuts.

PER	 SERVING:	 CALORIES	 342;	 PROTEIN	 20g;	 CARBOHYDRATE	 57g;	 TOTAL	 FAT	 5g;
SATURATED	FAT	0.5g;	 SODIUM	163mg;	 FIBER	21.4g;	BETA-CAROTENE	8001mcg;	VITAMIN	C
14mg;	 CALCIUM	 112mg;	 IRON	 4.9mg;	 FOLATE	 252mcg;	 MAGNESIUM	 115mg;	 ZINC	 3.1mg;
SELENIUM	6.3mcg

Tomato	Barley	Stew
Serves:	2

2	cups	no-salt-added	or	low-sodium	vegetable	broth
1	medium	onion,	chopped
2	carrots,	diced
1	zucchini,	chopped
1	sweet	potato,	peeled	and	chopped
¼	cup	hulled	barley	(barley	groats)
6	tomatoes,	chopped
⅓	cup	unsulfured,	no-salt-added	sun-dried	tomatoes,	soaked	in	warm	water

to	cover	for	30	minutes,	then	finely	chopped	8	ounces	shiitake,	oyster,	or
cremini	mushrooms,	 stems	 removed	 and	 caps	 chopped	Bring	 vegetable
broth	 to	 a	 simmer;	 add	 the	 onion,	 carrots,	 zucchini,	 and	 potato.	 Let
simmer	about	1	hour	and	 then	blend	 in	a	high-powered	blender.	Return
puréed	mixture	 to	 the	pot	and	add	the	barley,	 tomatoes,	dried	tomatoes,
and	mushrooms	and	simmer	for	another	45	minutes.

PER	 SERVING:	 CALORIES	 326;	 PROTEIN	 12g;	 CARBOHYDRATE	 70g;	 TOTAL	 FAT	 2.4g;
SATURATED	FAT	0.4g;	SODIUM	273mg;	FIBER	16.8g;	BETA-CAROTENE	11,979mcg;	VITAMIN	C
68mg;	 CALCIUM	 139mg;	 IRON	 4.3mg;	 FOLATE	 104mcg;	 MAGNESIUM	 147mg;	 ZINC	 3.2mg;
SELENIUM	16.6mcg



MAIN	DISHES	AND	VEGETABLE	SIDE	DISHES

Asian	Vegetables	with	Batter-Dipped	Tofu
Serves:	4

For	the	Batter-Dipped	Tofu:
1	(14-ounce)	block	firm	tofu,	drained
1	cup	chickpea	flour
¼	cup	nutritional	yeast
1	teaspoon	kelp	granules
1	teaspoon	salt-free	seasoning	blend	(such	as	Mrs.	Dash)
½	teaspoon	paprika	(or	cayenne	pepper	to	taste)
⅓	to	½	cup	water
1	tablespoon	Dijon	mustard

For	the	Vegetables:
6	cups	water
5	sprigs	cilantro
10	scallions,	divided
1	(3-inch)	piece	ginger,	sliced
1	stalk	lemongrass,	trimmed,	tough	outer	layer	removed,	thinly	sliced
2	teaspoons	lemon	zest
3	cloves	garlic,	crushed
2	tablespoons	tahini	or	puréed	unhulled	sesame	seeds
5	stalks	celery,	thinly	sliced
5	carrots,	thinly	sliced
6	baby	bok	choy,	halved
6	napa	cabbage	leaves,	sliced
2	cups	shiitake	mushrooms,	larger	ones	sliced,	smaller	ones	left	whole
2	teaspoons	Bragg	Liquid	Aminos
2	tablespoons	arrowroot	powder	mixed	with	2	tablespoons	cold	water
1	Medjool	or	2	regular	dates,	pitted	and	chopped

Preheat	the	oven	to	350°F.	Gently	squeeze	tofu	to	remove	excess	water.	Wrap	in
paper	towels,	place	something	heavy	on	top,	and	press	for	10	minutes	to	remove
additional	moisture.	Combine	 flour,	 nutritional	 yeast,	 kelp,	 salt-free	 seasoning,
and	 paprika	 in	 a	 bowl.	 Using	 a	 whisk,	 mix	 while	 adding	 water	 gradually.



Mixture	should	resemble	a	thick	batter.	Stir	in	mustard.	Crumble	tofu	into	pieces
and	combine	with	the	coating.	Place	on	a	parchment-lined	baking	sheet	and	bake
for	20	to	25	minutes,	until	batter	is	dry.

While	 tofu	 is	 cooking,	 prepare	 the	vegetables.	 In	 the	bottom	of	 a	 steamer	pot,
combine	 water,	 cilantro,	 four	 of	 the	 scallions	 (cut	 in	 2-inch	 pieces),	 ginger,
lemongrass,	lemon	zest,	garlic,	and	tahini.	Bring	to	a	boil.	Place	celery,	carrots,
baby	 bok	 choy,	 napa	 cabbage,	 remaining	 scallions	 (sliced	 lengthwise),	 and
shiitake	 mushrooms	 in	 the	 steamer	 basket.	 Steam	 until	 crisp-tender,	 about	 8
minutes.	Reserve	3	cups	of	the	liquid	from	the	steamer	pot.

Place	 reserved	 liquid	 in	 a	 saucepan	 and	 bring	 to	 a	 boil.	 Add	 Bragg	 Liquid
Aminos	 and	 arrowroot/water	 mixture.	 Whisk	 until	 thickened,	 about	 5	 to	 8
minutes.	Add	chopped	date	and	cook	for	3	minutes.	Cool	slightly,	add	sauce	to	a
blender,	and	blend	until	smooth.	Portion	the	steamed	vegetables	onto	four	plates.
Drizzle	with	sauce	and	top	with	batter-dipped	tofu.	Garnish	with	toasted	sesame
seeds	if	desired.

PER	 SERVING:	 CALORIES	 349;	 PROTEIN	 24g;	 CARBOHYDRATE	 50g;	 TOTAL	 FAT	 7.5g;
SATURATED	FAT	0.9g;	 SODIUM	315mg;	 FIBER	13.7g;	BETA-CAROTENE	7033mcg;	VITAMIN	C
51mg;	 CALCIUM	 342mg;	 IRON	 4.8mg;	 FOLATE	 269mcg;	 MAGNESIUM	 121mg;	 ZINC	 4.1mg;
SELENIUM	10.2mcg

Baked	Eggplant	Parmesan	with	Fresh	Tomato	Sauce
Serves:	6

2	large	eggplants,	sliced	¼	inch	thick
½	cup	raw	almonds
½	cup	nutritional	yeast
1	cup	100%	whole	wheat	bread	crumbs
Fresh	basil,	for	garnish

For	the	Tomato	Sauce	(see	Note):
6	cups	diced	tomatoes
8	unsulfured,	unsalted	dried	tomatoes,	finely	diced
1	small	onion,	diced
8	cloves	garlic,	minced
1	tablespoon	MatoZest*	or	other	no-salt	Italian	seasoning	blend,	adjusted	to

taste	¼	teaspoon	freshly	ground	black	pepper



¼	cup	fresh	chopped	basil

For	the	Filling:
1	(14-ounce)	package	soft	tofu
2	tablespoons	lemon	juice
¼	cup	nutritional	yeast
1	teaspoon	onion	powder
1	teaspoon	garlic	powder
¼	teaspoon	black	pepper
1	teaspoon	dried	oregano
1	teaspoon	dried	basil

Preheat	 the	 oven	 to	 350˚F.	 Lightly	 oil	 two	 nonstick	 baking	 pans.	 Arrange
eggplant	in	a	single	layer	and	bake	about	20	minutes	or	until	eggplant	is	tender.
Set	aside.	Place	raw	almonds	and	nutritional	yeast	in	a	food	processor	and	pulse
until	 the	 texture	 of	 grated	 Parmesan	 cheese	 is	 reached.	 Remove	 from	 food
processor	and	mix	with	bread	crumbs.

To	prepare	 the	 tomato	 sauce,	 cook	 tomatoes	and	dried	 tomatoes	 in	a	 saucepan
over	medium-low	heat	until	soft,	about	10	minutes.	Place	in	a	food	processor	or
blender	and	purée.	Heat	2	to	3	tablespoons	water	in	a	medium	skillet	and	sauté
the	 onion	 and	 garlic	 for	 2	 minutes	 or	 until	 tender.	 Add	 the	 puréed	 tomato
mixture,	MatoZest,	and	pepper.	Bring	to	a	gentle	boil,	reduce	heat	to	low,	cover,
and	simmer	for	30	minutes.	Stir	in	basil.

To	prepare	the	filling,	place	all	of	the	filling	ingredients	in	a	food	processor	or
blender	and	blend	until	smooth.

To	assemble,	lightly	oil	a	13	×	9-inch	baking	dish.	Place	a	thin	layer	of	tomato
sauce	on	 the	bottom	of	 the	dish,	 then	 a	 layer	of	 eggplant	 slices.	Sprinkle	with
one-third	of	the	almond	mixture.	Top	with	one-third	of	the	tomato	sauce	and	half
of	the	filling.	Repeat,	then	top	with	a	final	layer	of	eggplant,	sauce,	and	almond
mixture.	Bake	uncovered	for	about	20	minutes,	until	heated	through	and	lightly
browned.	Sprinkle	with	fresh	basil	just	before	serving.

Note:	If	pressed	for	time,	substitute	low-sodium	jarred	tomato	sauce.

PER	 SERVING:	 CALORIES	 326;	 PROTEIN	 20g;	 CARBOHYDRATE	 46g;	 TOTAL	 FAT	 8.1g;
SATURATED	 FAT	 1g;	 SODIUM	 163mg;	 FIBER	 14.6g;	 BETA-CAROTENE	 936mcg;	 VITAMIN	 C
37mg;	 CALCIUM	 156mg;	 IRON	 4.1mg;	 FOLATE	 111mcg;	 MAGNESIUM	 130mg;	 ZINC	 4.8mg;
SELENIUM	6.4mcg



Baked	Tempeh	in	Spicy	Tomato	Sauce
Serves:	4

6	tomatoes,	cut	in	quarters
1	medium	onion,	halved
4	cloves	garlic
1	tablespoon	fennel	seeds
1	teaspoon	dried	basil
1	teaspoon	dried	oregano
2	to	3	jalapeño	or	serrano	chili	peppers,	seeded,	or	to	taste
1	cup	chopped	mushrooms
8	ounces	tempeh,	cut	into	thin	slices

Preheat	the	oven	to	350°F.	Blend	tomatoes,	onion,	garlic,	fennel,	basil,	oregano,
and	chili	peppers	in	a	blender	or	food	processor	until	smooth.	Place	in	a	pot	and
bring	to	a	boil.	Add	mushrooms,	cover,	and	simmer	for	at	least	30	minutes.	Place
tempeh	in	a	baking	dish	and	cover	with	 tomato	sauce.	 (Save	 leftover	sauce	for
another	use.)	Cover	and	bake	for	30	minutes.

PER	 SERVING:	 CALORIES	 169;	 PROTEIN	 14g;	 CARBOHYDRATE	 18g;	 TOTAL	 FAT	 6.8g;
SATURATED	FAT	1.4g;	SODIUM	19mg;	FIBER	3.8g;	BETA-CAROTENE	849mcg;	VITAMIN	C	30mg;
CALCIUM	 123mg;	 IRON	 2.9mg;	 FOLATE	 52mcg;	 MAGNESIUM	 81mg;	 ZINC	 1.2mg;	 SELENIUM
2.2mcg

Bean	Enchilada	Bake
Serves:	12

1	large	onion,	chopped
1	Anaheim	pepper,	chopped
1	jalapeño	pepper,	chopped
1	yellow,	red,	or	green	bell	pepper,	chopped
1	large	sweet	potato	or	yam,	peeled	and	chopped	in	small	cubes
3	tomatillos	(omit	if	unavailable)
1	tablespoon	ground	cumin
2	tablespoons	chili	powder
3	 cups	 cooked	 black	 beans	 or	 2	 (15-ounce)	 cans	 low-sodium	 black	 beans,

drained	3	cups	diced	tomatoes
1½	cups	frozen	sweet	corn	kernels
¼	cup	fresh	cilantro,	chopped



12	sprouted	corn	tortillas
¼	cup	pepitas	(shelled	pumpkin	seeds)	as	a	garnish
½	cup	nondairy	cheese,	optional
½	cup	guacamole	and/or	salsa	when	serving,	optional

Preheat	 the	oven	 to	350°F.	Water-sauté	onions	 and	peppers,	 add	 sweet	 potato,
tomatillos,	 spices,	 beans,	 tomatoes,	 corn,	 and	 cilantro.	 Cover	 and	 simmer,
stirring	occasionally,	for	30	minutes	or	until	potatoes	are	cooked	through.	Add	a
small	 amount	 of	 water	 if	 mixture	 gets	 too	 dry.	 Spray	 a	 13	 ×	 9	 ×	 2-inch	 pan
lightly	with	cooking	spray	if	not	nonstick.	Place	a	small	amount	of	chili	mixture
on	 the	 bottom,	 then	 layer	 six	 tortillas,	 chili	 mixture,	 remaining	 tortillas,	 and
remaining	 chili	mixture.	 Sprinkle	with	 pepitas	 and	 bake	 for	 20	 to	 30	minutes.
Sprinkle	with	nondairy	 cheese	before	baking	 if	 desired.	Serve	with	guacamole
and	salsa	if	desired.

PER	 SERVING:	 CALORIES	 318;	 PROTEIN	 15g;	 CARBOHYDRATE	 47g;	 TOTAL	 FAT	 9.1g;
SATURATED	FAT	1.5g;	CHOLESTEROL	1.6mg;	SODIUM	246mg;	FIBER	11.5g;	BETA-CAROTENE
1411mcg;	VITAMIN	C	41mg;	CALCIUM	153mg;	IRON	4.2mg;	FOLATE	92mcg;	MAGNESIUM	68mg;
ZINC	1.3mg;	SELENIUM	3mcg

Bean	Pasta	with	Brussels	Sprouts	and	“Blue	Cheese”
Serves:	6

8	 ounces	 bean	 pasta	 (see	 Note),	 cooked	 according	 to	 package	 directions,
rinsed	under	cold	water	and	drained	2	red	onions,	chopped

1	 pound	Brussels	 sprouts,	 cleaned	 and	 left	whole	 if	 small	 or	 cut	 in	 half	 if
large	Freshly	ground	black	pepper,	to	taste

¼	cup	chopped	parsley,	plus	more	for	garnish

For	the	“Blue	Cheese”	Sauce:
½	cup	raw	cashews
¼	cup	unhulled	sesame	seeds
1	(12.3-ounce)	package	firm	tofu
4	cloves	garlic,	peeled
½	cup	unsweetened	soy,	hemp,	or	almond	milk
3	tablespoons	lemon	juice
1	tablespoon	white	low-sodium	miso
6	tablespoons	nutritional	yeast
4	teaspoons	apple	cider	vinegar



1	teaspoon	onion	powder
1	tablespoon	Dijon	mustard

While	the	pasta	is	cooking,	purée	all	of	the	“blue	cheese”	sauce	ingredients	in	a
high-powered	blender	until	smooth.

In	 a	 large	pan,	 sauté	 the	onions	 and	Brussels	 sprouts	 in	 a	 little	water	or	white
wine	until	the	onions	are	translucent	and	the	sprouts	are	tender,	about	10	minutes
(if	 desired,	 add	 some	 chopped	 apples	 when	 you	 are	 sautéing	 the	 Brussels
sprouts).	Add	pasta	and	parsley	to	the	pan;	pour	in	the	“blue	cheese”	sauce,	and
cook	 until	 heated	 through,	 stirring	 to	 coat	 everything	 with	 the	 sauce.	 Divide
among	six	plates	and	sprinkle	with	additional	parsley.	Serve	immediately.

Note:	Several	varieties	of	bean	pasta	are	available	at	www.DrFuhrman.com.

PER	 SERVING:	 CALORIES	 379;	 PROTEIN	 25g;	 CARBOHYDRATE	 47g;	 TOTAL	 FAT	 11.5g;
SATURATED	 FAT	 1.8g;	 SODIUM	 195mg;	 FIBER	 13.5g;	 BETA-CAROTENE	 472mcg;	 VITAMIN	 C
74mg;	 CALCIUM	 256mg;	 IRON	 7.8mg;	 FOLATE	 90mcg;	 MAGNESIUM	 112mg;	 ZINC	 5.3mg;
SELENIUM	8.1mcg

Black	Bean	Chili	with	Cilantro	Pesto
Serves:	5

2	cups	water	or	low-sodium	or	no-salt-added	vegetable	broth,	divided
1	onion,	chopped
½	cup	celery,	chopped
4	garlic	cloves,	pressed
6	ounces	tomato	paste,	in	BPA-free	packaging
1½	cups	canned	diced	tomatoes,	in	BPA-free	packaging
1½	tablespoons	chili	powder
1	teaspoon	cumin
2	cups	frozen	kale,	thawed
4½	 cups	 cooked	 black	 beans	 or	 3	 (15-ounce)	 cans	 low-sodium	 or	 no-salt-

added	black	beans,	drained	¾	cup	(packed)	cilantro	leaves
½	cup	raw	pecans
½	cup	soft	tofu
2	teaspoons	fresh	lemon	juice

Heat	2	to	3	tablespoons	water	or	low-sodium	vegetable	broth	in	a	large	pot	and
sauté	onions,	celery,	and	garlic	until	softened.	Add	tomato	paste,	tomatoes,	chili



powder,	cumin,	and	water	or	vegetable	broth.	Mix	well,	cover,	and	cook	for	30
minutes.	 Add	 kale	 and	 black	 beans	 and	 simmer	 for	 an	 additional	 20	minutes.
Adjust	seasonings	to	taste.

To	prepare	cilantro	pesto,	place	cilantro,	pecans,	tofu,	and	lemon	juice	in	a	food
processor	or	blender.	Process	until	smooth,	scraping	down	sides	of	container	as
necessary.	Serve	chili	with	a	dollop	of	cilantro	pesto	on	top.

PER	 SERVING:	 CALORIES	 377;	 PROTEIN	 21g;	 CARBOHYDRATE	 56g;	 TOTAL	 FAT	 10.3g;
SATURATED	FAT	1.1g;	 SODIUM	148mg;	 FIBER	19.3g;	BETA-CAROTENE	1042mcg;	VITAMIN	C
42mg;	 CALCIUM	 189mg;	 IRON	 6.5mg;	 FOLATE	 266mcg;	 MAGNESIUM	 168mg;	 ZINC	 3mg;
SELENIUM	5.6mcg

Broccoli	and	Shiitake	Mushrooms	with	Thai	Curry	Wok	Sauce
Serves:	4

For	the	Thai	Curry	Wok	Sauce:
1½	cups	water
7	regular	dates	or	3½	Medjool	dates,	pitted
⅓	cup	natural,	unsalted	peanut	butter
2	tablespoons	unsweetened	shredded	coconut
1	tablespoon	lime	juice
2	tablespoons	lemongrass	(tough	outer	layer	removed),	minced
1	teaspoon	red	curry	powder
½	teaspoon	chili	powder
½	teaspoon	ground	cumin
¼	teaspoon	ground	turmeric

For	the	Vegetables:
1	cup	chopped	onions
6	cups	broccoli	florets
1	cup	thinly	sliced	red	bell	pepper	strips
2	cups	sliced	shiitake	mushrooms
2	cups	trimmed	snow	peas

Blend	water	and	dates	 in	a	high-powered	blender.	Add	peanut	butter,	 coconut,
lime	 juice,	 lemongrass,	 and	 spices	 and	 blend	 again	 until	 smooth	 and	 well
combined.	Heat	¼	 cup	water	 in	 a	 large	 nonstick	wok	 or	 skillet.	Add	 chopped
onions	 and	 broccoli,	 cover	 and	 cook	 for	 4	 minutes,	 stirring	 occasionally	 and



adding	 additional	water	 as	 needed	 to	 prevent	 sticking.	Remove	 cover	 and	 add
red	 bell	 pepper	 strips,	 shiitake	 mushrooms,	 and	 snow	 peas	 and	 cook	 for	 an
additional	4	minutes	or	until	vegetables	are	crisp-tender.	Add	desired	amount	of
sauce	and	continue	to	stir-fry	for	1	to	2	minutes	to	heat	through.	Serve	with	wild
or	black	rice,	if	desired.

PER	 SERVING:	 CALORIES	 295;	 PROTEIN	 13g;	 CARBOHYDRATE	 38g;	 TOTAL	 FAT	 13.5g;
SATURATED	 FAT	 3.2g;	 SODIUM	 70mg;	 FIBER	 11.4g;	 BETA-CAROTENE	 1123mcg;	 VITAMIN	 C
174mg;	 CALCIUM	 117mg;	 IRON	 3.4mg;	 FOLATE	 151mcg;	 MAGNESIUM	 110mg;	 ZINC	 2.6mg;
SELENIUM	11.9mcg

California	Creamed	Kale
Serves:	4

2	bunches	kale,	leaves	removed	from	tough	stems	and	chopped
1	cup	raw	cashews
¾	cup	unsweetened	soy,	hemp,	or	almond	milk
4	tablespoons	onion	flakes
1	tablespoon	VegiZest*	or	nutritional	yeast	(or	other	no-salt	seasoning	blend,

adjusted	 to	 taste)	 Place	 kale	 in	 a	 large	 steamer	 pot.	 Steam	 10	 to	 13
minutes	 until	 soft.	 Meanwhile,	 place	 remaining	 ingredients	 in	 a	 high-
powered	 blender	 and	 blend	 until	 smooth.	 Place	 kale	 in	 a	 colander	 and
press	 to	 remove	 some	 of	 the	 excess	water.	Coarsely	 chop	 the	 kale	 and
mix	with	the	cream	sauce	in	a	bowl.

Note:	Use	this	sauce	with	broccoli,	spinach,	or	other	steamed	vegetables	too.

PER	 SERVING:	 CALORIES	 265;	 PROTEIN	 11g;	 CARBOHYDRATE	 24g;	 TOTAL	 FAT	 16.4g;
SATURATED	 FAT	 2.8g;	 SODIUM	 56mg;	 FIBER	 3.5g;	 BETA-CAROTENE	 6539mcg;	 VITAMIN	 C
90mg;	 CALCIUM	 186mg;	 IRON	 4.1mg;	 FOLATE	 45mcg;	 MAGNESIUM	 140mg;	 ZINC	 2.6mg;
SELENIUM	7.8mcg

Chickpea	Curry	in	a	Hurry
Serves:	2

1½	cups	cooked	chickpeas	or	1	(15-ounce)	can	no-salt-added	or	low-sodium
chickpeas,	drained	½	cup	no-salt-added	or	low-sodium	vegetable	broth

1½	cups	diced	tomatoes
1	teaspoon	garlic	powder



2	teaspoons	curry	powder
⅓	cup	unsweetened	dried	coconut
1	10-ounce	box	or	bag	frozen	chopped	spinach

In	a	large	saucepan,	add	all	ingredients	except	spinach.	Bring	to	a	boil	over	high
heat,	 cover,	 and	 cook	 over	 medium	 heat	 for	 5	 minutes.	 Add	 frozen	 spinach,
break	 up	 blocks	 of	 spinach	with	 a	 fork,	 cover,	 and	 continue	 cooking	 until	 the
spinach	is	cooked,	about	5	more	minutes.	Stir	well	before	serving.

PER	 SERVING:	 CALORIES	 340;	 PROTEIN	 22g;	 CARBOHYDRATE	 51g;	 TOTAL	 FAT	 9.7g;
SATURATED	FAT	4.9g;	SODIUM	125mg;	FIBER	17.7g;	BETA-CAROTENE	10,610mcg;	VITAMIN	C
54mg;	 CALCIUM	 308mg;	 IRON	 7.8mg;	 FOLATE	 420mcg;	 MAGNESIUM	 192mg;	 ZINC	 3.1mg;
SELENIUM	17.1mcg

Chili	Pie	with	Cornbread	Topping
Serves:	8

For	the	Chili:
2	cups	low-sodium	or	no-salt-added	vegetable	broth
1	onion,	chopped
4	cloves	garlic,	chopped
3	tablespoons	tomato	paste,	in	BPA-free	packaging
1½	cups	diced	tomatoes
2	tablespoons	chili	powder
2	teaspoons	cumin
3	cups	frozen	chopped	broccoli,	thawed
4½	cups	cooked	 red	kidney	beans	or	3	 (15-ounce)	cans	 low-sodium	or	no-

salt-added	kidney	beans,	drained	For	the	Cornbread	Topping:
1	cup	cornmeal
1	cup	oat	flour
1	tablespoon	baking	powder
5	Medjool	or	10	regular	dates,	pitted
1	cup	unsweetened	soy,	hemp,	or	almond	milk
2	tablespoons	ground	flaxseeds
1	cup	frozen	corn	kernels,	thawed

To	make	the	chili,	heat	2	to	3	tablespoons	water	or	low-sodium	vegetable	broth
in	 a	 large	 pot	 and	 sauté	 onions	 and	 garlic	 until	 softened.	 Add	 tomato	 paste,



tomatoes,	chili	powder,	cumin,	vegetable	broth,	broccoli,	and	beans.	Bring	to	a
boil,	reduce	heat,	and	cook	uncovered	for	30	minutes	until	chili	has	thickened.

To	make	 the	 cornbread,	 combine	 cornmeal,	 oat	 flour,	 and	 baking	 powder	 in	 a
large	bowl.	Stir	well	 and	 set	 aside.	 In	 a	high-powered	blender,	 combine	dates,
nondairy	milk,	and	ground	flaxseeds.	Combine	with	the	dry	ingredients,	stirring
just	until	well	combined.	Mixture	will	be	thick.

To	 assemble	 the	 pie,	 preheat	 oven	 to	 350˚F.	 Lightly	 oil	 a	 13	 ×	 9-inch	 baking
dish.	Transfer	 the	 chili	 to	 the	 baking	 dish.	 Sprinkle	 corn	 kernels	 on	 top.	Drop
cornbread	batter,	 by	 the	 spoonful,	 on	 top	 of	 the	 chili	 until	 the	 batter	 forms	 an
even	layer	on	top,	using	a	fork	to	lightly	spread	the	batter.	It	is	okay	if	it	is	not	a
perfect	layer;	sections	of	the	chili	may	still	be	visible.	Bake	for	20	minutes.

PER	 SERVING:	 CALORIES	 371;	 PROTEIN	 16g;	 CARBOHYDRATE	 73g;	 TOTAL	 FAT	 3.7g;
SATURATED	 FAT	 0.5g;	 SODIUM	 110mg;	 FIBER	 14.8g;	 BETA-CAROTENE	 912mcg;	 VITAMIN	 C
43mg;	 CALCIUM	 194mg;	 IRON	 8mg;	 FOLATE	 201mcg;	 MAGNESIUM	 104mg;	 ZINC	 2.1mg;
SELENIUM	8mcg

Chinese	Apricot	Stir-Fry
Serves:	4

¼	cup	white	wine
¼	cup	unsulfured	dried	apricots
4	tablespoons	water,	divided
2	 (14-ounce)	 blocks	 of	 extra	 firm	 tofu,	 drained	 and	 cubed	 into	 bite-size

pieces	1	teaspoon	garlic	powder
2	tablespoons	VegiZest*	or	other	no-salt	seasoning	blend,	adjusted	to	taste	1

teaspoon	Bragg	Liquid	Aminos	or	low-sodium	soy	sauce
3	(12-ounce)	packages	of	frozen	mixed	oriental	vegetables
½	teaspoon	five-spice	powder	(see	Note)

Note:	A	blend	of	 five	aromatic	spices,	 five-spice	powder	 is	commonly	used	 in
Chinese	and	Indian	cuisine.	It	adds	a	spicy-sweet	flavor	to	a	variety	of	dishes.	If
you	can’t	find	five-spice	powder	you	can	make	your	own.

Five-Spice	Powder
1	teaspoon	ground	cinnamon
1	teaspoon	ground	cloves
1	teaspoon	ground	fennel	seed



1	teaspoon	ground	star	anise
1	teaspoon	ground	Szechuan	or	black	peppercorns

Mix	the	spices	together	and	store	in	an	airtight	container.

Pour	the	wine	on	top	of	the	apricots	and	let	soak	for	at	least	30	minutes.	Heat	2
tablespoons	of	the	water	in	a	large	pan	and	add	the	tofu.	Sprinkle	garlic	powder
over	 tofu.	 Sauté	 the	 tofu	 over	medium-low	 heat,	 turning	 frequently	 at	 first	 to
prevent	sticking.	In	a	small	bowl,	combine	the	remaining	2	tablespoons	of	water,
VegiZest,	 apricots,	 wine,	 and	 Bragg	 Liquid	 Aminos.	 Sprinkle	 half	 of	 this
mixture	over	the	tofu	and	continue	to	simmer.	Defrost	the	frozen	vegetables	in	a
microwave	or	steam	on	the	stovetop.	Once	defrosted,	add	the	vegetables	to	the
tofu.	 Sprinkle	 the	 remaining	 sauce	 over	 tofu-vegetable	 mix	 and	 add	 the	 five-
spice	powder.	Continue	to	simmer	until	the	liquid	is	largely	cooked	off.

PER	 SERVING:	 CALORIES	 278;	 PROTEIN	 34g;	 CARBOHYDRATE	 31g;	 TOTAL	 FAT	 15.2g;
SATURATED	FAT	1.9g;	SODIUM	168mg;	FIBER	6.4g;	BETA-CAROTENE	9mcg;	VITAMIN	C	19mg;
CALCIUM	 365mg;	 IRON	 5.2mg;	 FOLATE	 95mcg;	MAGNESIUM	 119mg;	 ZINC	 2.4mg;	 SELENIUM
20.9mcg

Italian-Style	Zucchini	Spaghetti
Serves:	4

3	medium	zucchini,	cut	to	resemble	spaghetti	(see	Note)
½	large	sweet	onion,	chopped
5	garlic	cloves,	chopped
4	ounces	mushrooms,	sliced
4	medium	tomatoes,	chopped
4	basil	leaves,	chopped

After	cutting	the	zucchini,	let	it	drain	in	a	colander.	While	zucchini	is	draining,
heat	 2	 tablespoons	water	 in	 a	 sauté	 pan	 and	 sauté	 onion	 until	 tender,	 about	 5
minutes.	 Add	 garlic	 and	 cook	 for	 30	 seconds	 or	 until	 fragrant.	 Add	 the
mushrooms	and	cook	until	 softened,	 then	add	 the	 tomatoes	and	basil	and	cook
for	another	5	minutes.	Serve	zucchini	topped	with	the	tomato	sauce.

Note:	Use	a	vegetable	spiralizer	for	cutting	the	zucchini	so	it	looks	like	spaghetti
noodles.	You	can	also	use	a	mandolin	slicer	fitted	with	a	julienne	attachment	or
a	vegetable	peeler.



PER	 SERVING:	 CALORIES	 72;	 PROTEIN	 4g;	 CARBOHYDRATE	 15g;	 TOTAL	 FAT	 0.9g;
SATURATED	FAT	0.2g;	SODIUM	23mg;	FIBER	3.7g;	BETA-CAROTENE	745mcg;	VITAMIN	C	47mg;
CALCIUM	 53mg;	 IRON	 1.2mg;	 FOLATE	 59mcg;	 MAGNESIUM	 48mg;	 ZINC	 0.9mg;	 SELENIUM
3.7mcg

Kale	with	Sweet	Corn
Serves:	4

1	cup	fresh	corn	kernels	(about	2	ears)	or	thawed	frozen	corn
1	bunch	kale,	tough	stems	and	center	ribs	removed	and	leaves	chopped
½	cup	finely	chopped	onion
1	clove	garlic,	chopped
¼	cup	no-salt-added	or	low-sodium	vegetable	broth
¼	 cup	 chopped	walnuts	 and/or	 slivered	 almonds,	 very	 lightly	 toasted	 (see

Note)	⅛	teaspoon	black	pepper,	if	desired
2	tablespoons	finely	chopped	scallions

If	using	fresh	corn,	boil	ears	of	corn	until	 tender,	about	4	minutes.	Cut	kernels
from	cobs	with	a	sharp	knife.	Set	aside.	Steam	the	kale	for	15	minutes	or	until
tender.	When	 the	kale	 is	done,	place	 in	a	colander	and	press	 to	 remove	excess
liquid.	Heat	2	tablespoons	water	in	a	skillet	over	medium-high	heat.	Sauté	onion
and	garlic	until	 soft,	 about	2	minutes;	 add	 the	 corn,	kale,	 and	vegetable	broth.
Reduce	 heat	 to	 low	 and	 cook	 until	 kale	 and	 corn	 are	 heated	 through,	 stirring
frequently.	 Toss	 in	 the	 lightly	 toasted	 nuts	 and	 season	 with	 black	 pepper	 if
desired.	Top	with	finely	chopped	scallions.

Note:	Toast	walnuts	 and	 almonds	 in	 a	 preheated	oven	 at	 300˚F	 for	 3	minutes,
stirring	frequently.

PER	 SERVING:	 CALORIES	 109;	 PROTEIN	 4g;	 CARBOHYDRATE	 14g;	 TOTAL	 FAT	 5.5g;
SATURATED	 FAT	 0.6g;	 SODIUM	 23mg;	 FIBER	 2.7g;	 BETA-CAROTENE	 3289mcg;	 VITAMIN	 C
48mg;	 CALCIUM	 64mg;	 IRON	 1.1mg;	 FOLATE	 41mcg;	 MAGNESIUM	 41mg;	 ZINC	 0.6mg;
SELENIUM	1.1mcg

Lentil	 and	 Mushroom	 Ragù	 over	 Polenta	 with	 Fresh	 Tomato
Salsa
Serves:	4

For	the	Lentil	and	Mushroom	Ragù:



½	medium	onion,	chopped
2	large	carrots,	diced
½	green	bell	pepper,	chopped
12	ounces	mushrooms,	sliced
4	garlic	cloves,	minced
¼	cup	red	wine	or	vegetable	broth
¼	cup	dried	porcini	mushrooms,	 rehydrated	 in	enough	water	 to	cover,	 then

sliced	(reserve	soaking	water)	28	ounces	diced	tomatoes
1	tablespoon	tomato	paste,	in	BPA-free	packaging
2	cups	water
1	cup	brown	lentils
2	teaspoons	dried	oregano
¼	teaspoon	ground	black	pepper
⅛	teaspoon	red	pepper	flakes	or	more	to	taste

For	the	Polenta:
3	cups	water
¾	cup	cornmeal

For	the	Salsa:
2	fresh	tomatoes,	chopped
1	small	onion,	minced
1	clove	garlic,	minced
½	jalapeño	chili	pepper,	seeded	and	minced
3	tablespoons	chopped	cilantro
3	tablespoons	fresh	lime	juice

In	 a	 large	 Dutch	 oven	 or	 pot,	 heat	 2	 to	 3	 tablespoons	 water	 and	 water-sauté
onions	 for	 3	 minutes.	 Add	 carrots,	 green	 pepper,	 mushrooms,	 and	 garlic	 and
sauté	for	another	7	minutes	or	until	vegetables	are	tender.	Add	wine	and	cook	for
1	minute,	stirring	constantly.	Stir	in	porcini	mushrooms	and	their	soaking	water,
tomatoes,	 tomato	 paste,	 water,	 lentils,	 oregano,	 black	 pepper,	 and	 red	 pepper
flakes.	Heat	to	boiling;	reduce	heat	to	medium-low,	and	simmer	until	lentils	are
tender,	about	25	minutes,	stirring	occasionally.	Add	more	water	as	needed	if	the
mixture	gets	too	thick.

Meanwhile,	to	make	polenta,	bring	3	cups	water	to	a	boil	over	high	heat.	When
water	 is	 boiling,	 slowly	 whisk	 cornmeal	 into	 the	 boiling	 water.	When	 all	 the
cornmeal	 is	 added,	 reduce	 heat	 to	 a	 very	 low	 simmer,	 cover,	 and	 continue



cooking	until	 the	polenta	 is	 smooth	and	 thick,	about	10	 to	20	minutes,	 stirring
every	 5	minutes.	 To	 prepare	 salsa,	 stir	 ingredients	 together	 in	 a	mixing	 bowl.
Serve	ragù	over	polenta.	Top	with	a	generous	spoonful	of	salsa.

PER	 SERVING:	 CALORIES	 392;	 PROTEIN	 21g;	 CARBOHYDRATE	 77g;	 TOTAL	 FAT	 2.5g;
SATURATED	 FAT	 0.4g;	 SODIUM	 80mg;	 FIBER	 14.4g;	 BETA-CAROTENE	 4315mcg;	 VITAMIN	 C
64mg;	 CALCIUM	 114mg;	 IRON	 6.5mg;	 FOLATE	 324mcg;	 MAGNESIUM	 155mg;	 ZINC	 4.6mg;
SELENIUM	20.8mcg

Lentil	Walnut	Burritos	with	Peppers,	Onions,	and	Salsa
Serves:	6

For	the	Lentil	Filling:
1	cup	walnuts,	toasted
1¾	cups	cooked	brown	lentils	(see	Note)
1½	teaspoons	dried	oregano
1½	teaspoons	ground	cumin
1½	teaspoons	chili	powder
2	tablespoons	nutritional	yeast
1	teaspoon	Bragg	Liquid	Aminos
1–2	tablespoons	water	or	as	needed

For	the	Salsa:
2	fresh	tomatoes,	chopped
1	small	red	onion,	finely	chopped
1	clove	garlic,	finely	chopped
½	jalapeño	chili	pepper,	seeded	and	minced
3	tablespoons	fresh	lime	juice
1	tablespoon	chopped	cilantro

To	Finish:
1	large	green	bell	pepper,	thinly	sliced
1	large	onion,	thinly	sliced
6	(100%	whole	grain)	tortillas

Place	walnuts	in	a	food	processor	and	pulse	several	times	to	chop	them.	Add	the
cooked	lentils,	oregano,	cumin,	chili	powder,	nutritional	yeast,	and	Bragg	Liquid
Aminos	and	pulse	until	mixture	is	thoroughly	combined	and	crumbly.	Add	1	to	2
tablespoons	water	as	needed.



Stir	together	salsa	ingredients.	Set	aside.	Heat	2	to	3	tablespoons	water	in	a	large
skillet	 and	 water-sauté	 pepper	 and	 onion	 until	 tender.	 To	 assemble	 burritos,
spread	 lentil/walnut	mixture	on	 tortillas,	 top	with	 sautéed	peppers,	onions,	 and
salsa	and	roll	up.

Note:	To	cook	dry	lentils,	bring	1	cup	lentils	and	2	cups	water	to	a	boil	in	a	large
saucepan.	Reduce	heat,	cover	and	cook	for	25	minutes	or	until	tender.	Drain.

PER	 SERVING:	 CALORIES	 371;	 PROTEIN	 16g;	 CARBOHYDRATE	 47g;	 TOTAL	 FAT	 15.1g;
SATURATED	 FAT	 1.7g;	 SODIUM	 196mg;	 FIBER	 13.4g;	 BETA-CAROTENE	 371mcg;	 VITAMIN	 C
35mg;	 CALCIUM	 101mg;	 IRON	 5.5mg;	 FOLATE	 139mcg;	 MAGNESIUM	 67mg;	 ZINC	 2mg;
SELENIUM	2.9mcg

Nutritarian	Goulash
Serves:	3

1	large	onion,	chopped
1	large	red	or	green	bell	pepper,	chopped
1	carrot,	diced
No-salt-added	vegetable	stock,	as	needed
4	to	5	large	portobello	mushroom	caps,	sliced
½	cup	tomatoes,	chopped
1½	cups	cooked	cannellini	beans	or	1	(15-ounce)	can	no-salt-added	or	low-

sodium,	drained	1	tablespoon	minced	garlic
1	tablespoon	tomato	paste,	in	BPA-free	packaging
2	tablespoons	balsamic	vinegar
2	tablespoons	Hungarian	sweet	paprika,	or	to	taste
1	tablespoon	paprika,	or	to	taste
½	teaspoon	thyme,	fresh	or	dry
Pinch	of	dried	marjoram
½	teaspoon	caraway	seeds

In	 a	 large	 flat-bottom	 pan,	 sauté	 the	 onions,	 peppers,	 and	 carrots	 with	 the
vegetable	 stock	until	 soft,	 about	5	minutes.	Add	 the	 remaining	 ingredients	and
continue	to	cook	for	an	additional	10	minutes	or	until	the	vegetables	are	tender,
adding	vegetable	stock	as	needed	to	avoid	sticking.	Cover	the	pot	about	halfway
through	the	cooking	time.	Serve	over	bean	pasta,	if	desired.

Note:	Use	frozen	chopped	onions	and	peppers	to	reduce	prep	time.



PER	 SERVING:	 CALORIES	 226;	 PROTEIN	 13g;	 CARBOHYDRATE	 44g;	 TOTAL	 FAT	 1.8g;
SATURATED	 FAT	 0.4g;	 SODIUM	 54mg;	 FIBER	 12.7g;	 BETA-CAROTENE	 3768mcg;	 VITAMIN	 C
55mg;	 CALCIUM	 144mg;	 IRON	 6.1mg;	 FOLATE	 122mcg;	 MAGNESIUM	 90mg;	 ZINC	 2.3mg;
SELENIUM	16.7mcg

Pistachio-Crusted	Tempeh	with	Balsamic-Glazed	Shiitakes
Serves:	4

8	ounces	tempeh,	diagonally	sliced,	as	thinly	as	possible
1	pound	shiitake	mushrooms,	stemmed,	thinly	sliced

For	the	Marinade:
2	cloves	garlic,	minced
1	tablespoon	chopped	fresh	basil
1	tablespoon	chopped	fresh	cilantro
Pinch	of	hot	pepper	flakes
1	cup	low-sodium	or	no-salt-added	vegetable	broth
2	tablespoons	balsamic	vinegar
1	teaspoon	Bragg	Liquid	Aminos	or	low-sodium	soy	sauce

For	the	Crust:
1	cup	pistachios,	shelled
4	tablespoons	cornmeal
2	tablespoons	nutritional	yeast
1	teaspoon	onion	powder
1	teaspoon	garlic	powder

Place	 tempeh	 in	 a	 saucepan	 with	 water	 to	 cover	 and	 simmer	 for	 10	 minutes.
Combine	 ingredients	 for	 marinade.	 Remove	 tempeh	 from	 water	 and	 add	 to
marinade.	Marinate	for	at	least	1	hour.

Preheat	 the	 oven	 to	 375˚F.	 Process	 pistachios	 in	 food	 processor	 until	 finely
chopped.	 Add	 remaining	 crust	 ingredients	 and	 pulse	 until	 thoroughly	 mixed.
Place	 in	 a	 large	 shallow	 bowl.	 Remove	 tempeh	 from	 marinade	 and	 drain.
Reserve	marinade.	Dip	 tempeh	 in	 crust	mixture	 to	 coat.	 Place	 crusted	 tempeh
and	 sliced	 mushrooms	 side	 by	 side	 on	 a	 rimmed	 baking	 sheet.	 Spoon	 2	 to	 3
tablespoons	of	marinade	over	the	mushrooms.	Bake	for	13	minutes	or	until	 the
mushrooms	 are	 soft,	 turning	 occasionally.	 Simmer	 remaining	 marinade	 for	 2
minutes.	Drizzle	tempeh	and	mushrooms	with	marinade	before	serving.



PER	 SERVING:	 CALORIES	 378;	 PROTEIN	 23g;	 CARBOHYDRATE	 31g;	 TOTAL	 FAT	 21.2g;
SATURATED	FAT	3.1g;	SODIUM	78mg;	FIBER	7.7g;	BETA-CAROTENE	91mcg;	VITAMIN	C	2mg;
CALCIUM	 109mg;	 IRON	 3.8mg;	 FOLATE	 34mcg;	MAGNESIUM	 119mg;	 ZINC	 3.7mg;	 SELENIUM
10.5mcg

Rustic	Mashed	Cauliflower	with	Roasted	Garlic	and	Spinach
Serves:	4

1	bulb	garlic
1	medium	onion,	sliced
1	medium	head	cauliflower,	cut	into	chunks
10	ounces	fresh	spinach
½	cup	raw	cashew	butter
2	tablespoons	nutritional	yeast
2	tablespoons	chopped	fresh	chives
⅛	teaspoon	black	pepper	or	to	taste

Preheat	the	oven	to	350˚F.	Roast	unpeeled	garlic	in	a	small	baking	dish	for	about
25	 minutes	 or	 until	 soft.	 When	 cool,	 squeeze	 out	 the	 soft	 cooked	 garlic,
removing	 and	 discarding	 the	 skins.	 Heat	 a	 nonstick	 skillet	 and	 dry-sauté	 the
onion	 until	 lightly	 browned,	 about	 5	 minutes,	 stirring	 constantly.	 Steam
cauliflower	for	about	8	to	10	minutes	or	until	tender.	Remove	and	place	in	a	food
processor.	Add	spinach	to	the	steamer	and	steam	until	just	wilted.	Set	aside.

Process	cauliflower,	roasted	garlic,	cashew	butter,	and	nutritional	yeast	in	a	food
processor	 by	 pulsing	 to	 a	 chunky-smooth	 consistency.	 Stir	 in	 sautéed	 onions,
wilted	spinach,	chives,	and	black	pepper.	Place	in	a	baking	dish	and	bake	for	15
to	20	minutes	or	until	heated	through,	then	broil	until	just	starting	to	turn	golden.

PER	 SERVING:	 CALORIES	 297;	 PROTEIN	 15g;	 CARBOHYDRATE	 29g;	 TOTAL	 FAT	 16.9g;
SATURATED	 FAT	 3.4g;	 SODIUM	 131mg;	 FIBER	 8.1g;	 BETA-CAROTENE	 4027mcg;	 VITAMIN	 C
131mg;	 CALCIUM	 157mg;	 IRON	 4.8mg;	 FOLATE	 292mcg;	 MAGNESIUM	 182mg;	 ZINC	 3.6mg;
SELENIUM	6.9mcg

Slow-Simmered	Collard	Greens
Serves:	6

1	large	red	onion,	sliced
4	cloves	garlic,	chopped
2	pounds	collard	greens,	tough	stems	removed	and	leaves	chopped



2	medium	tomatoes,	chopped,	or	1	cup	low-sodium	salsa
2	cups	water
1	cup	dry	white	wine	or	low-sodium	vegetable	broth
½	teaspoon	black	pepper

Heat	⅛	cup	water	in	a	deep	skillet	or	large	pot.	Water-sauté	red	onion	and	garlic
until	almost	tender.	Add	collard	greens	gradually	and	cook	until	slightly	wilted.
Add	tomatoes	or	salsa,	water,	wine	or	vegetable	broth,	and	black	pepper.	Bring
to	 a	 boil,	 reduce	 heat	 to	 a	 simmer	 and	 cover.	 Cook	 until	 collards	 are	 tender,
about	30	minutes,	adding	more	water	as	necessary.

PER	 SERVING:	 CALORIES	 98;	 PROTEIN	 5g;	 CARBOHYDRATE	 14g;	 TOTAL	 FAT	 0.8g;
SATURATED	 FAT	 0.1g;	 SODIUM	 39mg;	 FIBER	 6.5g;	 BETA-CAROTENE	 5994mcg;	 VITAMIN	 C
61mg;	 CALCIUM	 239mg;	 IRON	 0.6mg;	 FOLATE	 262mcg;	 MAGNESIUM	 26mg;	 ZINC	 0.4mg;
SELENIUM	2.4mcg

Spinach-Stuffed	Mushrooms
Serves:	3

1	small	onion,	chopped
12	large	mushrooms,	stems	separated	and	chopped,	caps	left	whole
1	clove	garlic,	minced
½	teaspoon	dried	thyme
¼	cup	low-sodium	or	no-salt-added	vegetable	broth
5	ounces	fresh	spinach
2	tablespoons	raw	almond	butter
1	tablespoon	nutritional	yeast
¼	teaspoon	black	pepper,	or	to	taste

Preheat	the	oven	to	350˚F.	In	a	large	pan,	heat	2	to	3	tablespoons	of	water	and
water-sauté	 chopped	 onion	 for	 2	 minutes;	 add	 mushroom	 stems,	 garlic,	 and
thyme	 and	 continue	 to	 sauté	 until	 onions	 and	mushrooms	 are	 tender,	 about	 3
minutes.	 Add	 mushroom	 caps	 to	 pan,	 along	 with	 vegetable	 broth;	 bring	 to	 a
simmer	and	cook	for	5	minutes.

Remove	mushroom	caps	from	the	pan	and	place	them	on	a	lightly	oiled	baking
sheet.	Add	spinach	to	onion	mixture	remaining	in	the	pan	and	heat	until	wilted.
Remove	from	heat	and	stir	in	almond	butter,	nutritional	yeast,	and	black	pepper.
Fill	mushroom	caps	with	spinach/onion	mixture	and	bake	for	15	to	20	minutes	or



until	golden	brown.

Note:	If	desired,	add	½	cup	of	whole	grain	bread	crumbs	to	the	stuffing	mixture.

PER	 SERVING:	 CALORIES	 117;	 PROTEIN	 7g;	 CARBOHYDRATE	 11g;	 TOTAL	 FAT	 6.3g;
SATURATED	 FAT	 0.5g;	 SODIUM	 56mg;	 FIBER	 3.7g;	 BETA-CAROTENE	 2665mcg;	 VITAMIN	 C
15mg;	 CALCIUM	 114mg;	 IRON	 2.5mg;	 FOLATE	 123mcg;	 MAGNESIUM	 81mg;	 ZINC	 2.1mg;
SELENIUM	21.8mcg

Sweet	and	Easy	Squash	Casserole
Serves:	4

1	medium	butternut	squash,	cubed	(see	Note)
½	cup	low-sodium	or	no-salt-added	vegetable	broth
¼	cup	currants	or	raisins
Juice	and	zest	of	1	lemon
¼	cup	sliced	almonds,	lightly	toasted
½	teaspoon	cinnamon
¼	teaspoon	cardamom
Pinch	of	black	pepper

Preheat	 the	 oven	 to	 350˚F.	Lightly	wipe	 a	 glass	 or	 ceramic	 cooking	 dish	with
olive	oil.	Add	 squash	and	pour	vegetable	broth	on	 top.	Sprinkle	with	currants,
lemon	 juice,	 lemon	 zest,	 almonds,	 and	 spices.	 Bake	 for	 20	 minutes	 covered.
Uncover	and	bake	for	an	additional	10	minutes	or	until	squash	is	tender.

Note:	To	save	time,	use	4	cups	frozen	cubed	butternut	squash.

PER	 SERVING:	 CALORIES	 127;	 PROTEIN	 3g;	 CARBOHYDRATE	 26g;	 TOTAL	 FAT	 3g;
SATURATED	 FAT	 0.3g;	 SODIUM	 24mg;	 FIBER	 4.4g;	 BETA-CAROTENE	 5921mcg;	 VITAMIN	 C
35mg;	 CALCIUM	 97mg;	 IRON	 1.6mg;	 FOLATE	 44mcg;	 MAGNESIUM	 68mg;	 ZINC	 0.5mg;
SELENIUM	0.9mcg

BURGERS,	WRAPS,	AND	FAST	FOOD

Baked	Eggplant	Fries
Serves:	4

½	cup	raw	almonds,	toasted



1	tablespoon	cornmeal
1	tablespoon	nutritional	yeast
2	teaspoons	chia	seeds
½	teaspoon	onion	powder
½	teaspoon	garlic	powder
½	teaspoon	no-salt	Italian	seasoning
1	medium	eggplant,	peeled	and	cut	into	¼-inch-thick	“fries”
½	cup	chickpea	flour
1	cup	no-salt-added	or	low-sodium	vegetable	broth
1	cup	no-salt-added	or	low-sodium	marinara	sauce

Preheat	 the	 oven	 to	 400˚F.	 Place	 almonds	 in	 a	 food	 processor	 and	 pulse	 until
chopped	 to	 the	 consistency	 of	 coarse	 bread	 crumbs.	 Remove	 from	 food
processor	and	in	a	shallow	bowl,	combine	with	cornmeal,	nutritional	yeast,	chia
seeds,	onion	and	garlic	powders,	and	Italian	seasoning.	Dredge	eggplant	“fries”
in	 chickpea	 flour;	 dip	 them	 in	 the	 vegetable	 broth	 and	 then	 into	 the	 almond
mixture.	Place	on	a	wire	 rack	on	a	baking	sheet	and	bake	for	10	minutes;	 turn
and	bake	an	additional	5	to	10	minutes	until	golden.	Serve	with	marinara	sauce
for	dipping.

PER	 SERVING:	 CALORIES	 221;	 PROTEIN	 10g;	 CARBOHYDRATE	 25g;	 TOTAL	 FAT	 10.6g;
SATURATED	FAT	0.9g;	SODIUM	53mg;	FIBER	9.5g;	BETA-CAROTENE	183mcg;	VITAMIN	C	7mg;
CALCIUM	 92mg;	 IRON	 2.6mg;	 FOLATE	 92mcg;	 MAGNESIUM	 105mg;	 ZINC	 1.7mg;	 SELENIUM
3.2mcg

Better	Burgers
Serves:	8

1½	cups	old-fashioned	rolled	oats
1	cup	ground	walnuts
1	cup	water
¼	cup	tomato	paste,	in	BPA-free	packaging
¼	cup	MatoZest*	or	other	no-salt	seasoning	blend,	adjusted	to	taste
1	cup	diced	onion
3	cloves	garlic,	minced
6	cups	finely	minced	mushrooms
2	teaspoons	dried	basil
½	teaspoon	dried	oregano



2	tablespoons	minced	fresh	parsley
Freshly	ground	black	pepper,	to	taste
⅔	cup	frozen	chopped	spinach,	thawed

Preheat	 the	oven	to	350˚F.	Combine	rolled	oats	and	ground	walnuts	 in	a	bowl.
Set	 aside.	 In	 a	 small	 saucepan,	 whisk	 together	 water,	 tomato	 paste,	 and
MatoZest.	Heat	over	medium-high	heat	until	boiling.	Pour	over	rolled	oats	and
walnuts.	Stir	well	and	set	aside.	Heat	2	tablespoons	water	in	a	sauté	pan	and	add
onion	 and	 garlic.	 Sauté	 until	 onion	 is	 translucent.	 Add	 mushrooms,	 basil,
oregano,	 parsley,	 and	 black	 pepper	 and	 additional	 water	 if	 needed	 to	 prevent
sticking.	Cover	and	cook	for	5	minutes	or	until	mushrooms	are	tender.

In	a	large	bowl,	combine	sautéed	onions	and	mushrooms,	rolled	oat	and	walnut
mixture,	 and	 spinach.	 Stir	well	 to	 combine.	With	wet	 hands,	 shape	⅓	 cup	 of
mixture	 into	 a	 patty.	 Place	 on	 a	 lightly	 oiled	 baking	 sheet	 and	 repeat	 with
remaining	mixture.	Bake	patties	for	15	minutes;	turn	them	and	bake	for	another
15	minutes.

Remove	 from	 oven	 and	 cool	 slightly.	 Serve	 on	 small	 whole	 grain	 hamburger
buns	or	whole	grain	pita	bread	halves.	Top	with	thinly	sliced	raw	red	onion	and
sliced	tomato.

PER	 SERVING:	 CALORIES	 200;	 PROTEIN	 9g;	 CARBOHYDRATE	 21g;	 TOTAL	 FAT	 11.1g;
SATURATED	 FAT	 1.1g;	 SODIUM	 44mg;	 FIBER	 4.5g;	 BETA-CAROTENE	 1661mcg;	 VITAMIN	 C
12mg;	 CALCIUM	 57mg;	 IRON	 2.6mg;	 FOLATE	 56mcg;	 MAGNESIUM	 88mg;	 ZINC	 1.5mg;
SELENIUM	14.1mcg

Black	Bean	and	Sweet	Potato	Quesadillas
Serves:	4

1	sweet	potato,	shredded
2	carrots,	shredded
1	small	onion,	diced
1½	 cups	 cooked	 black	 beans	 or	 1	 (15-ounce)	 can	 no-salt-added	 or	 low-

sodium,	drained	1	teaspoon	cumin
1	teaspoon	chili	powder
1	teaspoon	oregano
½	teaspoon	paprika
½	bunch	kale	or	other	greens,	tough	stems	removed,	chopped



8	(100%	whole	grain)	flour	tortillas
¼	cup	shredded	nondairy	cheese
1	cup	low-sodium	salsa

Preheat	the	oven	to	350˚F.	Heat	2	tablespoons	water	in	a	skillet	and	water-sauté
the	sweet	potato,	carrots,	and	onion	together	for	5	minutes.	Add	the	black	beans
and	spices,	cover	and	simmer	over	low	heat	for	another	5	minutes,	then	add	the
kale	and	simmer	another	10	minutes	or	until	greens	are	wilted	and	tender.	Divide
the	veggie	mixture	evenly	onto	four	tortillas.	Sprinkle	with	nondairy	cheese	and
top	 with	 the	 remaining	 four	 tortillas.	 Place	 on	 a	 baking	 pan	 and	 bake	 for	 20
minutes.	Cut	into	wedges	and	serve	with	salsa.

PER	 SERVING:	 CALORIES	 404;	 PROTEIN	 15g;	 CARBOHYDRATE	 70g;	 TOTAL	 FAT	 7.5g;
SATURATED	FAT	1.9g;	 SODIUM	480mg;	 FIBER	11.3g;	BETA-CAROTENE	7314mcg;	VITAMIN	C
31mg;	 CALCIUM	 209mg;	 IRON	 5mg;	 FOLATE	 252mcg;	 MAGNESIUM	 98mg;	 ZINC	 1.9mg;
SELENIUM	19.5mcg

Black	Bean	and	Turkey	Burgers
Serves:	7

2	cups	chopped	mushrooms
½	cup	old-fashioned	rolled	oats
¼	cup	raw	pumpkin	seeds
2	carrots,	grated
1½	 cups	 cooked	 black	 beans	 or	 1	 (15-ounce)	 can	 low-sodium	 or	 no-salt-

added	black	beans,	drained	½	teaspoon	cumin
½	teaspoon	coriander
½	teaspoon	chili	powder
½	teaspoon	onion	powder
¼	teaspoon	black	pepper
⅛	teaspoon	cayenne	pepper
6	ounces	 (about	 1	 cup)	 ground	organic	 turkey	 (see	Note	 for	 vegan	option)

Preheat	the	oven	to	300˚F.	Heat	1	to	2	tablespoons	water	in	a	small	pan
and	sauté	mushrooms	until	 tender	and	moisture	has	evaporated,	about	5
minutes.	 Set	 aside.	Grind	 oats	 and	 pumpkin	 seeds	 in	 a	 food	 processor.
Add	grated	carrots,	three-quarters	of	the	beans,	and	all	of	the	spices	and
process	 until	 blended.	 Spoon	 mixture	 into	 a	 mixing	 bowl	 and	 stir	 in
sautéed	mushrooms,	 remaining	 whole	 beans,	 and	 ground	 turkey.	 Form



into	seven	medium-size	patties.	Place	patties	on	a	baking	sheet	lined	with
parchment	 paper	 or	 lightly	wiped	with	 olive	 oil.	 Bake	 for	 40	minutes,
turning	once	after	20	minutes.	Serve	on	a	small	100%	whole	grain	roll	or
pita	 with	 sliced	 red	 onion,	 sliced	 tomato,	 lettuce,	 and	 low-sodium
ketchup.

Note:	To	make	without	ground	turkey,	add	an	additional	1½	cups	beans.

PER	 SERVING:	 CALORIES	 137;	 PROTEIN	 12g;	 CARBOHYDRATE	 16g;	 TOTAL	 FAT	 3.5g;
SATURATED	FAT	0.7g;	CHOLESTEROL	13.4mg;	SODIUM	30mg;	FIBER	4.8g;	BETA-CAROTENE
1482mcg;	VITAMIN	C	 1mg;	CALCIUM	26mg;	 IRON	 3.1mg;	 FOLATE	 68mcg;	MAGNESIUM	66mg;
ZINC	1.5mg;	SELENIUM	11.7mcg

Chipotle	Avocado	and	White	Bean	Wraps
Serves:	4

½	cup	raw	pumpkin	seeds
¼	cup	apple	cider	vinegar
½	cup	unsweetened	soy,	hemp,	or	almond	milk
¼	cup	raisins
4	cups	shredded	red	cabbage
1	medium	carrot,	peeled	and	shredded
¼	cup	chopped	fresh	cilantro
1½	 cups	 cooked	 white	 beans	 or	 1	 (15-ounce	 can)	 no-salt-added	 or	 low-

sodium	white	beans,	drained	1	ripe	avocado
2	tablespoons	minced	red	onion
¼	teaspoon	chipotle	chili	powder	or	more	to	taste
4	(100%	whole	grain)	flour	tortillas

In	a	high-powered	blender,	blend	pumpkin	seeds	to	a	fine	powder.	Add	vinegar,
nondairy	milk,	and	 raisins	and	process	until	 smooth.	Combine	cabbage,	carrot,
and	cilantro	and	toss	with	desired	amount	of	dressing.	Save	any	leftover	dressing
for	another	use.	Mash	beans	and	avocado	together	with	a	fork	or	potato	masher.
Stir	in	red	onion	and	chipotle	chili	powder.	To	assemble	the	wraps,	spread	about
½	 cup	 bean/avocado	mixture	 onto	 each	 tortilla	 and	 top	with	 cabbage	mixture.
Roll	up.	If	desired,	cut	in	half	to	serve.

PER	 SERVING:	 CALORIES	 392;	 PROTEIN	 17g;	 CARBOHYDRATE	 55g;	 TOTAL	 FAT	 13.6g;
SATURATED	 FAT	 2.1g;	 SODIUM	 196mg;	 FIBER	 13g;	 BETA-CAROTENE	 1815mcg;	 VITAMIN	 C
44mg;	 CALCIUM	 141mg;	 IRON	 5.9mg;	 FOLATE	 88mcg;	 MAGNESIUM	 125mg;	 ZINC	 1.9mg;



SELENIUM	3.7mcg

Corn	and	Buckwheat	Crackers
Serves:	10

½	cup	buckwheat	or	oat	groats
1	cup	corn	kernels,	fresh	or	frozen
2	cups	kale,	tough	stems	removed	and	leaves	chopped
1	medium	onion,	coarsely	chopped
2	cloves	garlic
Juice	of	½	lime
½	cup	ground	flaxseed
½	cup	ground	almonds
½	cup	cornmeal
1	teaspoon	dried	thyme
1	teaspoon	dried	rosemary
¼	teaspoon	black	pepper

Soak	 groats	 for	 2	 hours	 in	 just	 enough	 water	 to	 cover.	 Drain	 excess	 water.
Preheat	the	oven	to	the	lowest	setting	(such	as	175°F).	Place	corn	kernels,	kale,
onions,	 garlic,	 and	 lime	 juice	 in	 a	 food	 processor	 and	 pulse	 until	 uniformly
chopped.	 Combine	 ground	 flaxseeds,	 ground	 almonds,	 cornmeal,	 thyme,
rosemary,	black	pepper,	and	groats.	Mix	in	corn	and	kale	mixture.	Spread	onto	a
parchment-lined	baking	sheet	to	about	⅛	inch	thickness.	It	is	easier	to	spread	if
you	 keep	 your	 hands	 wet.	 Bake	 for	 about	 5	 hours	 or	 until	 desired	 crispness,
stirring	occasionally.	 If	 using	 a	 dehydrator,	 dry	 at	 105˚F	 for	 6	 hours,	 turn	 and
continue	 to	dry	 for	an	additional	3	 to	4	hours	or	until	desired	crispness.	Break
into	pieces.

PER	 SERVING:	 CALORIES	 147;	 PROTEIN	 5g;	 CARBOHYDRATE	 20g;	 TOTAL	 FAT	 6.6g;
SATURATED	FAT	0.6g;	SODIUM	12mg;	FIBER	5g;	BETA-CAROTENE	1252mcg;	VITAMIN	C	19mg;
CALCIUM	60mg;	IRON	1.5mg;	FOLATE	26mcg;	MAGNESIUM	80mg;	ZINC	1mg;	SELENIUM	4.2mcg

Crispy	Chickpeas
Serves:	4

1½	cups	cooked	chickpeas	or	1	(15-ounce)	can	low-sodium	or	no-salt-added
chickpeas,	drained	2	teaspoons	olive	oil



½	teaspoon	no-salt	seasoning	blend	or	cayenne	pepper

Preheat	 the	 oven	 to	 350˚F.	 Line	 a	 baking	 sheet	 with	 parchment	 paper.	 Place
chickpeas,	oil,	and	seasoning	in	a	small	bowl.	Stir	to	completely	coat	chickpeas.
Arrange	chickpeas	in	an	even	layer	on	a	baking	sheet.	Bake	until	crispy,	about
40	to	45	minutes,	stirring	two	to	three	times	during	baking.	Serve	alone	or	as	a
topping	for	soups	or	salads.

PER	 SERVING:	 CALORIES	 81;	 PROTEIN	 4g;	 CARBOHYDRATE	 11g;	 TOTAL	 FAT	 2.6g;
SATURATED	FAT	 0.3g;	 SODIUM	3mg;	 FIBER	 3.2g;	BETA-CAROTENE	39mcg;	VITAMIN	C	 1mg;
CALCIUM	 20mg;	 IRON	 1.2mg;	 FOLATE	 71mcg;	 MAGNESIUM	 20mg;	 ZINC	 0.6mg;	 SELENIUM
1.5mcg

Roasted	Vegetable	Pizza
Serves:	2

2	cups	broccoli	florets
1	large	red	bell	pepper,	sliced	1	inch	thick
1	large	portobello	mushroom,	cut	into	½-inch	slices
1	teaspoon	garlic	powder
1	tablespoon	balsamic	vinegar
1	teaspoon	Mrs.	Dash	seasoning	or	Spike	no-salt	seasoning
5	ounces	baby	spinach
2	(100%	whole	grain)	tortillas	or	pita	bread
½	cup	no-salt-added	or	low-sodium	pasta	sauce
Nutritarian	Parmesan	(see	Note)	or	1	to	2	ounces	nondairy	mozzarella	cheese

Preheat	 the	oven	 to	350˚F.	Toss	broccoli,	bell	peppers,	and	mushrooms
with	 garlic	 powder,	 balsamic	 vinegar,	 and	 seasoning.	 Roast	 seasoned
vegetables	 on	 a	 cookie	 sheet	 for	 30	 minutes,	 turning	 occasionally	 and
mounding	to	keep	them	from	drying	out.	Steam	spinach	until	just	wilted.
Bake	 tortilla	or	pita	directly	on	an	oven	 rack	 for	5	 to	7	minutes	or	 just
until	crisp.	Spread	a	thin	layer	of	pasta	sauce	on	a	tortilla	or	on	top	of	the
pita	bread,	 and	distribute	 roasted	vegetables	 and	 spinach.	Sprinkle	with
Nutritarian	Parmesan	or	nondairy	mozzarella.	Bake	for	an	additional	3	to
5	 minutes	 or	 until	 toppings	 are	 warm	 and	 cheese	 is	 melted,	 checking
occasionally	to	avoid	browning	the	vegetables.

Note:	To	make	Nutritarian	Parmesan,	place	¼	cup	walnuts	and	¼	cup	nutritional
yeast	 in	 a	 food	 processor	 and	 pulse	 until	 it	 resembles	 the	 texture	 of	 grated



Parmesan	cheese.

PER	 SERVING:	 CALORIES	 416;	 PROTEIN	 24g;	 CARBOHYDRATE	 53g;	 TOTAL	 FAT	 13.5g;
SATURATED	FAT	2.2g;	CHOLESTEROL	1.3mg;	SODIUM	251mg;	FIBER	13.9g;	BETA-CAROTENE
5570mcg;	 VITAMIN	 C	 193mg;	 CALCIUM	 192mg;	 IRON	 7.6mg;	 FOLATE	 252mcg;	 MAGNESIUM
170mg;	ZINC	5.4mg;	SELENIUM	12.8mcg

Salad-Stuffed	Pita
Serves:	4

For	the	Dressing	(see	Note):
1	cup	unsweetened	soy,	hemp,	or	almond	milk
1	cup	raw	almonds	or	½	cup	raw	almond	butter
¼	cup	balsamic	vinegar
2	tablespoons	fresh	lemon	juice
¼	cup	raisins
2	teaspoons	Dijon	mustard

For	the	Sandwich:
2	cups	shredded	lettuce
2	cups	shredded	spinach
1	tomato,	chopped
1	avocado,	chopped
½	cup	thinly	sliced	red	onion,	if	desired
4	(100%	whole	grain)	pitas	(or	wraps)

Combine	 dressing	 ingredients	 in	 a	 high-powered	 blender	 until	 smooth	 and
creamy.	 Combine	 lettuce,	 spinach,	 tomato,	 avocado,	 and	 onion.	 Toss	 with
desired	amount	of	dressing.	Reserve	leftover	dressing	for	another	use.	Stuff	into
whole	 grain	 pitas.	 If	making	wraps,	 place	 on	wrap,	 roll	 up	 tightly,	 and	 cut	 in
half.

Note:	You	can	substitute	any	of	my	healthful	nut-and	seed-based	dressings	 for
the	dressing	in	this	recipe.

PER	 SERVING:	 CALORIES	 390;	 PROTEIN	 12g;	 CARBOHYDRATE	 37g;	 TOTAL	 FAT	 24.3g;
SATURATED	 FAT	 2.2g;	 SODIUM	 141mg;	 FIBER	 9.2g;	 BETA-CAROTENE	 2859mcg;	 VITAMIN	 C
17mg;	 CALCIUM	 168mg;	 IRON	 3.3mg;	 FOLATE	 128mcg;	 MAGNESIUM	 139mg;	 ZINC	 1.6mg;
SELENIUM	5.1mcg



Seasoned	Kale	Chips	and	Popcorn
Serves:	4

6	to	7	leaves	kale,	tough	stems	and	center	ribs	removed
6	cups	air-popped	popcorn
Olive	oil
Water
1	tablespoon	nutritional	yeast
1	to	2	teaspoons	chili	powder	or	other	no-salt	seasoning

Preheat	 the	oven	 to	200°F.	Tear	kale	 into	uniform,	chip-size	pieces	and	spread
evenly	on	a	baking	sheet	without	overlapping	the	pieces.	Bake	for	50	minutes	or
until	kale	is	crispy	and	dry,	stirring	occasionally	to	prevent	burning.	Remove	the
kale	 from	 the	 oven	 and,	 when	 cool,	 combine	with	 the	 popcorn.	Mix	 one	 part
olive	oil	and	two	parts	water	in	a	spray	bottle,	shake	very	well,	then	lightly	spray
the	popcorn	and	kale	and	sprinkle	with	a	mixture	of	nutritional	yeast	and	chili
powder.

PER	 SERVING:	 CALORIES	 116;	 PROTEIN	 6g;	 CARBOHYDRATE	 20g;	 TOTAL	 FAT	 2.6g;
SATURATED	 FAT	 0.3g;	 SODIUM	 46mg;	 FIBER	 4.2g;	 BETA-CAROTENE	 9287mcg;	 VITAMIN	 C
121mg;	 CALCIUM	 143mg;	 IRON	 2.5mg;	 FOLATE	 33mcg;	 MAGNESIUM	 56mg;	 ZINC	 1.2mg;
SELENIUM	0.9mcg

Seasoned	Sweet	Potato	Fries
Serves:	4

2	tablespoons	water
½	teaspoon	Bragg	Liquid	Aminos
½	teaspoon	dried	thyme
½	teaspoon	dried	oregano
½	teaspoon	dried	basil
½	teaspoon	paprika
2	tablespoons	nutritional	yeast
Freshly	ground	black	pepper,	to	taste
2	large	sweet	potatoes,	peeled	and	cut	into	fries	or	long	wedges

Preheat	 the	 oven	 to	 375˚F.	 In	 a	 large	mixing	 bowl,	whisk	 together	 the	water,
Bragg	Liquid	Aminos,	dried	herbs,	paprika,	nutritional	yeast,	 and	pepper.	Add
the	sweet	potatoes	and	toss	until	thoroughly	coated.	Place	the	sweet	potatoes	in	a



single	 layer	 on	 a	 nonstick	 baking	 sheet	 (or	 one	 that	 is	 lined	 with	 a	 nonstick
baking	mat)	and	bake	for	45	minutes	or	until	baked	through	and	lightly	browned,
giving	them	a	stir	every	15	minutes.

PER	 SERVING:	 CALORIES	 73;	 PROTEIN	 3g;	 CARBOHYDRATE	 15g;	 TOTAL	 FAT	 0.3g;
SATURATED	FAT	0.1g;	SODIUM	65mg;	FIBER	3.1g;	BETA-CAROTENE	5613mcg;	VITAMIN	C	2mg;
CALCIUM	34mg;	IRON	1.1mg;	FOLATE	9mcg;	MAGNESIUM	24mg;	ZINC	1mg;	SELENIUM	0.4mcg

Seeded	Crackers	with	Dried	Tomatoes
Serves:	15

1	cup	sunflower	seeds,	soaked	for	4	to	6	hours,	then	drained
1	large	onion,	chopped
1	clove	garlic,	minced
1	tablespoon	dried	basil
1	tablespoon	dried	thyme
1	tablespoon	dried	oregano
1	teaspoon	Bragg	Liquid	Aminos
1	cup	flaxseeds,	soaked	4	to	6	hours,	then	drained
2	cups	buckwheat	or	oat	groats
½	cup	unhulled	sesame	seeds,	toasted
¾	cup	chopped	unsulfured,	no-salt-added	dried	tomatoes

Preheat	 the	 oven	 to	 the	 lowest	 setting	 (such	 as	 175˚F).	Place	 sunflower	 seeds,
onion,	and	garlic	in	a	food	processor	and	process	until	well	blended.	Add	a	little
water	 if	 necessary.	 Place	 sunflower	 mixture	 in	 a	 bowl,	 add	 remaining
ingredients,	and	mix	well.	If	mixture	is	too	dry,	add	a	little	more	water.	Spread
onto	 a	 parchment-lined	 baking	 sheet	 to	 about	⅛	 inch	 thickness.	 It	 is	 easier	 to
spread	 if	 you	 keep	 your	 hands	wet.	 Bake	 for	 about	 4½	 hours	 or	 until	 desired
crispness,	stirring	occasionally.	If	using	a	dehydrator,	dry	at	105˚F	for	6	hours,
turn,	and	continue	drying	for	an	additional	3	to	4	hours	or	until	desired	crispness.
Break	into	pieces.

PER	 SERVING:	 CALORIES	 227;	 PROTEIN	 7g;	 CARBOHYDRATE	 25g;	 TOTAL	 FAT	 12.9g;
SATURATED	FAT	1.4g;	SODIUM	24mg;	FIBER	7.4g;	BETA-CAROTENE	19mcg;	VITAMIN	C	2mg;
CALCIUM	 98mg;	 IRON	 3.1mg;	 FOLATE	 49mcg;	 MAGNESIUM	 126mg;	 ZINC	 1.9mg;	 SELENIUM
6.4mcg

Taco	Salad	Wraps



Serves:	4

For	the	Dressing:
2	ripe	avocados
2	tablespoons	nutritional	yeast
¼	cup	unsweetened	soy,	hemp,	or	almond	milk
2	tablespoons	lime	juice
½	teaspoon	cumin
½	teaspoon	chili	powder,	regular	or	chipotle

For	the	Wraps:
1	 cup	 cooked	 red	 kidney	 or	 black	 beans	 or	 low-sodium	 canned	 beans,

drained	4	(100%	whole	grain)	flour	tortillas
1	cup	frozen	corn	kernels,	thawed
4	plum	tomatoes,	chopped
2	cups	shredded	romaine	lettuce

Blend	dressing	ingredients	in	a	blender	until	smooth	and	creamy.	With	a	fork	or
potato	masher,	mash	beans,	 leaving	slightly	chunky.	Spread	desired	amount	of
dressing	on	each	tortilla	and	then	top	with	bean	mixture,	corn,	chopped	tomato,
and	 lettuce.	Fold	up	 the	bottom	edge	of	 the	 tortilla	until	 it	 partially	covers	 the
filling,	then	fold	in	the	left	and	right	sides	of	the	tortilla	and	roll	up.	Slice	in	half
diagonally.

Note:	You	can	refrigerate	leftover	dressing	for	another	use	in	the	next	three	days.

PER	 SERVING:	 CALORIES	 335;	 PROTEIN	 15g;	 CARBOHYDRATE	 50g;	 TOTAL	 FAT	 9.9g;
SATURATED	FAT	1.4g;	 SODIUM	165mg;	 FIBER	13.6g;	BETA-CAROTENE	1600mcg;	VITAMIN	C
17mg;	 CALCIUM	 83mg;	 IRON	 4.6mg;	 FOLATE	 145mcg;	 MAGNESIUM	 57mg;	 ZINC	 1.8mg;
SELENIUM	1.8mcg

Three-Seed	Burgers
Serves:	4

½	cup	raw	pumpkin	seeds
⅓	cup	raw	sunflower	seeds
¼	cup	unhulled	sesame	seeds
¾	cup	cooked	lentils
2	tablespoons	rolled	oats
3	tablespoons	tomato	paste,	in	BPA-free	packaging



¼	cup	chopped	scallions
2	tablespoons	tahini
1	tablespoon	chopped	flat-leaf	parsley
Pinch	of	cayenne	pepper

Preheat	 the	 oven	 to	 350˚F.	 In	 a	 food	 processor,	 combine	 pumpkin	 seeds,
sunflower	 seeds,	 and	 sesame	 seeds	 and	 process	 until	 coarsely	 chopped.	 Add
lentils,	rolled	oats,	tomato	paste,	scallions,	tahini,	parsley,	and	cayenne.	Process
until	mixture	 is	 blended.	 Shape	mixture	 into	 four	 patties.	 Lightly	 oil	 a	 baking
sheet	with	a	 little	olive	oil.	Place	patties	on	the	sheet	and	bake	for	10	minutes;
turn	and	bake	another	8	minutes.

PER	 SERVING:	 CALORIES	 318;	 PROTEIN	 14g;	 CARBOHYDRATE	 20g;	 TOTAL	 FAT	 22.7g;
SATURATED	FAT	3.3g;	SODIUM	17mg;	FIBER	6.5g;	BETA-CAROTENE	209mcg;	VITAMIN	C	6mg;
CALCIUM	150mg;	 IRON	6.1mg;	FOLATE	126mcg;	MAGNESIUM	169mg;	ZINC	3.5mg;	SELENIUM
6.3mcg

DESSERTS

Almond	Chocolate	Dip
Serves:	10

1⅓	cups	raw	almonds	or	⅔	cup	raw	almond	butter
1	cup	unsweetened	soy,	hemp,	or	almond	milk
1	teaspoon	alcohol-free	vanilla	flavoring
1	tablespoon	natural	cocoa	powder
⅔	cup	dates,	pitted
Strawberries	or	other	fresh	fruit	for	dipping

Blend	 all	 ingredients	 except	 fruit	 for	 dipping	 in	 a	 high-powered	 blender	 until
smooth	and	creamy,	adding	more	nondairy	milk	if	needed	to	adjust	consistency.
Serve	with	fresh	fruit.

PER	 SERVING:	 CALORIES	 163;	 PROTEIN	 5g;	 CARBOHYDRATE	 17g;	 TOTAL	 FAT	 10g;
SATURATED	FAT	0.8g;	SODIUM	11mg;	FIBER	4.2g;	BETA-CAROTENE	6mcg;	VITAMIN	C	42mg;
CALCIUM	 104mg;	 IRON	 1.2mg;	 FOLATE	 28mcg;	 MAGNESIUM	 67mg;	 ZINC	 0.8mg;	 SELENIUM
1.1mcg

Almond	Coconut	Macaroons



Serves:	18

2	cups	finely	shredded	unsweetened	coconut
2	cups	finely	ground	blanched	almonds	(see	Note)
¼	cup	unsweetened	soy,	hemp,	or	almond	milk
1	tablespoon	orange	zest
1	teaspoon	almond	extract
2½	 tablespoons	 ground	 flaxseed	 simmered	with	 3	 tablespoons	water	 for	 2

minutes	½	cup	pitted	dates
¼	cup	hot	water

Preheat	the	oven	to	325°F.	In	a	large	bowl,	combine	shredded	coconut,	ground
blanched	 almonds,	 nondairy	 milk,	 orange	 zest,	 and	 almond	 extract.	 Cut	 in
flaxseed	mixture.	Place	dates	and	hot	water	in	a	food	processor	and	process	until
mixture	forms	a	ball.	Add	to	bowl	and	mix	well.	The	dough	should	be	firm	and
slightly	moist.	If	it	is	dry,	add	a	little	nondairy	milk.	Form	round	balls	of	dough
and	 flatten	 into	 small	patties.	Line	a	baking	 sheet	with	parchment	paper.	Bake
for	15	minutes.	Makes	about	36	macaroons.

Note:	 Use	 a	 food	 processor	 to	 grind	 almonds	 to	 a	 fine	 powder.	 You	 can
substitute	 almond	 pulp	 from	 making	 homemade	 almond	 milk	 for	 the	 ground
almonds	and	nondairy	milk.

PER	 SERVING:	 CALORIES	 182;	 PROTEIN	 5g;	 CARBOHYDRATE	 9g;	 TOTAL	 FAT	 15.5g;
SATURATED	 FAT	 6.5g;	 SODIUM	 9mg;	 FIBER	 3.9g;	 BETA-CAROTENE	 1mcg;	 VITAMIN	 C	 1mg;
CALCIUM	46mg;	IRON	1mg;	FOLATE	11mcg;	MAGNESIUM	59mg;	ZINC	0.7mg;	SELENIUM	2.9mcg

Apple	Oat	Flaxseed	Bars
Serves:	9

4	Medjool	or	8	regular	dates,	pitted	and	chopped
3	tablespoons	raw	cashew	butter
1	apple,	peeled,	cored,	and	chopped
1	cup	old-fashioned	rolled	oats
½	cup	raisins
½	cup	chopped	almonds,	walnuts,	or	cashews
¼	cup	unsweetened	soy,	hemp,	or	almond	milk
2	tablespoons	ground	flaxseeds

Preheat	the	oven	to	300˚F.	In	a	food	processor,	process	dates	and	cashew	butter



until	a	paste	forms.	Add	apple	and	pulse	until	mixture	is	well	combined.	Place	in
a	bowl	 and	mix	 in	 remaining	 ingredients.	Press	 into	 a	9	×	9-inch	baking	dish.
Bake	 for	 30	minutes.	Remove	 from	oven	 and	press	once	 again.	Allow	 to	 cool
before	slicing.

PER	 SERVING:	 CALORIES	 201;	 PROTEIN	 5g;	 CARBOHYDRATE	 29g;	 TOTAL	 FAT	 9.3g;
SATURATED	FAT	 1.2g;	 SODIUM	5mg;	 FIBER	 3.2g;	BETA-CAROTENE	15mcg;	VITAMIN	C	 1mg;
CALCIUM	 37mg;	 IRON	 3.5mg;	 FOLATE	 16mcg;	 MAGNESIUM	 44mg;	 ZINC	 0.7mg;	 SELENIUM
4.4mcg

Apple	Strudy
Serves:	4

½	cup	unsweetened	vanilla	soy,	hemp,	or	almond	milk
¾	teaspoon	alcohol-free	vanilla	flavoring
1	teaspoon	cinnamon
3	apples,	peeled,	cored,	and	chopped
¼	cup	raisins,	chopped
½	cup	old-fashioned	rolled	oats
¼	cup	ground	raw	walnuts
2	tablespoons	ground	flaxseeds

Preheat	 the	 oven	 to	 350˚F.	 In	 a	 bowl,	 mix	 the	 nondairy	 milk,	 vanilla,	 and
cinnamon	 until	 combined.	 Stir	 in	 the	 chopped	 apples,	 raisins,	 oats,	 ground
walnuts,	and	flaxseeds.

Pour	into	an	8	×	8-inch	baking	dish.	Bake,	covered,	for	1	hour.

PER	 SERVING:	 CALORIES	 176;	 PROTEIN	 4g;	 CARBOHYDRATE	 29g;	 TOTAL	 FAT	 6.2g;
SATURATED	FAT	0.7g;	SODIUM	14mg;	FIBER	4.3g;	BETA-CAROTENE	22mcg;	VITAMIN	C	5mg;
CALCIUM	 69mg;	 IRON	 3.3mg;	 FOLATE	 8mcg;	 MAGNESIUM	 35mg;	 ZINC	 0.5mg;	 SELENIUM
1.2mcg

Banana	Pineapple	Sorbet
Serves:	2

1	ripe	banana,	frozen	(see	Note)
1	cup	fresh	pineapple	chunks

Blend	the	banana	and	pineapple	and	serve	immediately.



Note:	Freeze	 the	banana	at	 least	4	hours	 in	advance.	Peel	 and	 seal	 in	a	plastic
bag	before	freezing.

PER	 SERVING:	 CALORIES	 94;	 PROTEIN	 1g;	 CARBOHYDRATE	 24g;	 TOTAL	 FAT	 0.3g;
SATURATED	FAT	0.1g;	SODIUM	1mg;	FIBER	2.7g;	BETA-CAROTENE	44mcg;	VITAMIN	C	45mg;
CALCIUM	 14mg;	 IRON	 0.4mg;	 FOLATE	 27mcg;	 MAGNESIUM	 26mg;	 ZINC	 0.2mg;	 SELENIUM
0.7mcg

Chia	Pudding
Serves:	4

1	cup	unsweetened	soy,	hemp,	or	almond	milk
½	cup	unsweetened,	shredded	coconut
1	cup	water
4	Medjool	dates	or	8	regular	dates,	pitted
½	teaspoon	alcohol-free	vanilla	flavoring
½	to	¾	teaspoon	ground	cardamom
½	cup	chia	seeds,	divided

Blend	milk,	 coconut,	 water,	 dates,	 vanilla,	 cardamom,	 and	 ¼	 cup	 of	 the	 chia
seeds	 in	 a	 high-powered	 blender.	 Add	 additional	 milk	 if	 needed	 to	 adjust
consistency.	Stir	in	remaining	¼	cup	chia	seeds.	Refrigerate	for	15	minutes	and
stir	 again	 to	 distribute	 seeds	 evenly.	 If	 desired,	 top	 with	 fresh	 berries	 and/or
toasted	unsweetened	coconut.

For	 a	 parfait,	 alternate	 layers	 of	 berries	 with	 pudding	 in	 a	 wine	 glass.	 For	 a
chocolate	chia	pudding,	blend	in	2	tablespoons	natural	cocoa	powder.

PER	 SERVING:	 CALORIES	 280;	 PROTEIN	 7g;	 CARBOHYDRATE	 34g;	 TOTAL	 FAT	 15g;
SATURATED	FAT	7.3g;	SODIUM	42mg;	FIBER	11.1g;	BETA-CAROTENE	23mcg;	VITAMIN	C	1mg;
CALCIUM	 171mg;	 IRON	 2.7mg;	 FOLATE	 16mcg;	MAGNESIUM	 111mg;	 ZINC	 1.4mg;	 SELENIUM
16.8mcg

Chocolaty	Brownies
Serves:	9

For	the	Brownie:
½	cup	natural	cocoa	powder
½	cup	chestnut	flour	or	almond	flour



1¾	cups	mashed	cooked	sweet	potato
½	teaspoon	cinnamon
1	teaspoon	alcohol-free	vanilla	flavoring
½	teaspoon	baking	soda
½	teaspoon	baking	powder
⅔	cup	roughly	chopped	walnuts
1	tablespoon	ground	flaxseeds,	hemp	seeds,	or	chia	seeds
3	tablespoons	unsweetened	soy,	hemp,	or	almond	milk

For	the	Icing:
6	regular	or	3	Medjool	dates,	pitted
2	tablespoons	tahini
2	tablespoons	natural	cocoa	powder
4	to	5	tablespoons	water	to	thin	icing

For	the	brownie,	preheat	the	oven	to	350˚F.	Mix	together	the	cocoa	powder	and
flour	 and	 then	 mix	 into	 the	 mashed	 sweet	 potato.	 Stir	 in	 cinnamon,	 vanilla,
baking	 soda,	 baking	 powder,	 walnuts,	 seeds,	 and	 nondairy	 milk.	 Press	 dough
into	a	lightly	oiled	9	×	9-inch	baking	dish	and	bake	for	30	minutes.	The	brownies
will	firm	up	after	they	have	cooled.

For	the	icing,	process	dates	with	a	food	processor	until	 they	form	a	paste,	 then
add	remaining	ingredients.	Spread	on	brownies	after	they	have	cooled.	Cut	into
squares.

PER	 SERVING:	 CALORIES	 199;	 PROTEIN	 6g;	 CARBOHYDRATE	 25g;	 TOTAL	 FAT	 11.2g;
SATURATED	FAT	1.5g;	SODIUM	95mg;	FIBER	6g;	BETA-CAROTENE	6032mcg;	VITAMIN	C	8mg;
CALCIUM	84mg;	IRON	2mg;	FOLATE	23mcg;	MAGNESIUM	81mg;	ZINC	1.2mg;	SELENIUM	2mcg

Pinoli	Cookies
Serves:	13

1½	cups	cooked	chickpeas	or	1	(15-ounce)	can	low-sodium	or	no-salt-added
chickpeas,	drained	1	cup	raw	almonds

4	Medjool	dates	or	8	regular	dates,	pitted
1	apple,	cored
1½	teaspoons	almond	extract
¼	cup	water
¾	cup	old-fashioned	rolled	oats



⅓	cup	pine	nuts,	or	pinoli	(see	Note)

Preheat	 the	 oven	 to	 350˚F.	 Blend	 chickpeas,	 almonds,	 dates,	 apple,	 almond
extract,	and	water	in	a	high-powered	blender	until	smooth.	Place	in	a	bowl	and
mix	 in	 oats.	 Drop	 on	 a	 lightly	 oiled	 or	 parchment-lined	 baking	 sheet	 in	 2-
tablespoon	scoopfuls.	Flatten	a	little	with	a	fork	and	top	with	pine	nuts,	pressing
nuts	into	the	dough	to	secure.	Bake	for	12	minutes.	Makes	26	cookies.

Note:	Mediterranean	Stone	Pine	Nuts	 have	 a	 higher	 protein	 content	 and	better
flavor	 than	 other	 varieties	 of	 pine	 nuts.	 They	 are	 available	 at
www.DrFuhrman.com.

PER	 SERVING:	 CALORIES	 160;	 PROTEIN	 6g;	 CARBOHYDRATE	 19g;	 TOTAL	 FAT	 7.7g;
SATURATED	FAT	 0.7g;	 SODIUM	2mg;	 FIBER	 4.3g;	BETA-CAROTENE	15mcg;	VITAMIN	C	 1mg;
CALCIUM	45mg;	IRON	2.4mg;	FOLATE	41mcg;	MAGNESIUM	51mg;	ZINC	0.9mg;	SELENIUM	1mcg

Strawberry	Banana	Ice	Cream
Serves:	4

3	ripe	bananas,	frozen	(see	Note)
⅓	cup	unsweetened	soy,	hemp,	or	almond	milk
2	cups	frozen	strawberries	(or	blueberries,	for	Blueberry	Banana	Ice	Cream)

2	tablespoons	chopped	walnuts
1	tablespoon	ground	flaxseed
½	teaspoon	alcohol-free	vanilla	flavoring

Blend	all	 ingredients	 in	a	high-powered	blender	until	smooth	and	creamy.	Add
additional	nondairy	milk	if	needed	to	adjust	consistency.

Note:	Freeze	ripe	bananas	at	least	4	hours	in	advance.	Peel	bananas	and	seal	in	a
plastic	bag	before	freezing.

PER	 SERVING:	 CALORIES	 146;	 PROTEIN	 3g;	 CARBOHYDRATE	 29g;	 TOTAL	 FAT	 3.4g;
SATURATED	FAT	0.4g;	SODIUM	13mg;	FIBER	4.6g;	BETA-CAROTENE	44mcg;	VITAMIN	C	38mg;
CALCIUM	29mg;	IRON	1.1mg;	FOLATE	39mcg;	MAGNESIUM	49mg;	ZINC	0.4mg;	SELENIUM	3mcg

Vanilla	or	Chocolate	Nice	Cream
Serves:	4

¼	cup	raw	walnuts



2	ripe	bananas,	frozen	(see	Note)
⅓	cup	unsweetened	soy,	hemp,	or	almond	milk	(frozen	ahead	of	time)
2	Medjool	or	4	regular	dates,	pitted
1	 teaspoon	 alcohol-free	 vanilla	 flavoring	 or	 2	 tablespoons	 natural

nonalkalized	cocoa	powder	Using	a	high-powered	blender,	blend	walnuts
to	 a	 fine	 powder.	 Add	 remaining	 ingredients	 and	 blend	 on	 high	 speed
until	 smooth	 and	 creamy.	Serve	 immediately	or	 store	 in	 the	 freezer	 for
later	use.	If	desired,	substitute	raw	almonds,	cashews,	or	hazelnuts	for	the
walnuts.

Note:	Freeze	ripe	bananas	at	least	4	hours	in	advance.	Peel	bananas	and	seal	in	a
plastic	bag	before	freezing.

PER	 SERVING:	 CALORIES	 141;	 PROTEIN	 2g;	 CARBOHYDRATE	 25g;	 TOTAL	 FAT	 4.6g;
SATURATED	FAT	0.5g;	SODIUM	11mg;	FIBER	2.9g;	BETA-CAROTENE	27mcg;	VITAMIN	C	5mg;
CALCIUM	 22mg;	 IRON	 0.6mg;	 FOLATE	 23mcg;	 MAGNESIUM	 38mg;	 ZINC	 0.4mg;	 SELENIUM
1.9mcg	(analysis	for	Vanilla	Nice	Cream)

Vanilla	Zabaglione	with	Fresh	Fruit
Serves:	8

1¾	cups	raw	cashews
½	to	¾	cup	coconut	water,	or	as	needed
8	Medjool	dates	or	16	regular	dates,	pitted
1	vanilla	pod,	pulp	scraped	out,	pod	discarded
1	teaspoon	alcohol-free	vanilla	flavoring
1	teaspoon	ground	chia	seeds
12	cups	your	choice	of	fruit

Soak	cashews	overnight	in	coconut	water.	Drain	and	reserve	the	coconut	water.
In	 a	 high-powered	 blender,	 combine	 cashews,	 dates,	 vanilla	 pulp,	 vanilla
flavoring,	and	chia	seeds.	Blend	until	very	smooth,	adding	the	reserved	coconut
water	as	needed	to	achieve	a	thick	but	pourable	mixture.	Refrigerate.	For	a	nice
presentation,	alternate	layers	of	fruit	and	zabaglione	in	a	clear	glass	parfait	dish.
Or	just	spoon	over	your	choice	of	fresh	fruit	in	a	bowl.

PER	 SERVING:	 CALORIES	 179;	 PROTEIN	 4g;	 CARBOHYDRATE	 26g;	 TOTAL	 FAT	 8.2g;
SATURATED	FAT	 1.1g;	 SODIUM	5mg;	 FIBER	 2.9g;	BETA-CAROTENE	14mcg;	VITAMIN	C	 1mg;
CALCIUM	 33mg;	 IRON	 3.1mg;	 FOLATE	 14mcg;	 MAGNESIUM	 39mg;	 ZINC	 0.7mg;	 SELENIUM
3.9mcg



Wild	Blueberry	Rice	Pudding
Serves:	3

¼	cup	raisins
1	banana
2	cups	frozen	wild	blueberries
2	tablespoons	chia	seeds
½	teaspoon	alcohol-free	vanilla	flavoring
1	cup	cooked	wild	rice
¼	teaspoon	cinnamon

In	a	high-powered	blender,	blend	raisins	and	banana	until	raisins	are	completely
ground.	Add	blueberries,	chia	seeds,	and	vanilla	and	blend	until	smooth.	Place	in
a	bowl	and	fold	in	wild	rice.	Sprinkle	with	cinnamon	before	serving.

PER	 SERVING:	 CALORIES	 209;	 PROTEIN	 4g;	 CARBOHYDRATE	 46g;	 TOTAL	 FAT	 2.6g;
SATURATED	 FAT	 0.3g;	 SODIUM	 7mg;	 FIBER	 9g;	 BETA-CAROTENE	 44mcg;	 VITAMIN	 C	 5mg;
CALCIUM	 70mg;	 IRON	 1.7mg;	 FOLATE	 23mcg;	 MAGNESIUM	 61mg;	 ZINC	 1.8mg;	 SELENIUM
4.7mcg



CHAPTER	TEN

Your	Questions	Answered

Now	 that	 you	 have	 read	 this	 book	 and	 understand	 the	 role	 that	 nutritional
excellence	plays	in	preventing	and	reversing	heart	disease,	you	may	have	some
questions	about	specific	conditions	and	therapies.	In	this	Q&A	chapter,	I	give	in-
depth	 answers	 to	 common	 questions	 about	 issues	 related	 to	 cardiovascular
health:	 How	much	 should	 I	 exercise?	 Should	 I	 be	worried	 about	 the	mercury
levels	 in	 fish?	 Does	 wine	 really	 have	 heart-healthy	 benefits?	 Do	 cruciferous
vegetables	harm	the	thyroid?	What	kind	of	supplements	should	I	take,	and	how
much?	Read	on	for	answers	to	these	and	other	important	questions.

How	much	 exercise,	 and	 what	 type,	 is	 best	 for	 my	 heart	 or	 for	 my
heart	condition?

The	 answer	 is	 much	 like	 the	 answer	 of	 how	 much	 vitamin	 D	 or	 DHA	 is
appropriate—that	is,	not	too	much,	and	not	too	little.	If	you	have	heart	disease,
you	should	exercise	regularly,	and	you	should	not	spend	most	of	the	day	sitting.
You	should	 try	 to	structure	your	day	so	 that	you	spend	at	 least	 fifteen	minutes
standing	for	each	hour	that	you	sit.

Plenty	of	competitive	runners,	including	marathoners,	develop	heart	disease.
Running	so	much	may	actually	give	these	“over-exercisers”	free	rein	to	eat	more
heart	 disease–causing	 foods	 without	 becoming	 overweight,	 promoting	 food-
caused	atherosclerosis	and	premature	death.

For	 example,	 James	 Fixx,	 the	 author	 of	 the	 1977	 bestseller	The	 Complete
Book	 of	 Running,	 ran	 ten	 miles	 a	 day	 in	 addition	 to	 other	 vigorous	 exercise.
Friends	 described	 him	 as	 being	 in	 top	 physical	 condition,	 yet	 Fixx	 had	 a	 fatal
heart	attack	at	the	age	of	52	while	jogging	near	his	home	in	Vermont.	Although
he	had	no	symptoms,	autopsy	results	revealed	that	his	 left	circumflex	coronary



artery	was	almost	totally	blocked.	About	80	percent	of	the	blood	flow	in	his	right
coronary	artery	was	blocked,	and	half	of	the	left	anterior	descending	artery	was
blocked	 in	places.	All	of	his	exercise	did	not	protect	him.	Even	 though	a	 fatal
heart	 attack	 at	 age	 52	 is	 unusual,	 this	 example	 is	 a	 reminder	 that	 many
individuals	with	superior	fitness	still	develop	heart	disease.	Being	fit	 is	not	 the
same	 thing	 as	 being	 healthy.	An	 important	 take-home	 point	 is	 that	 exercise	 is
almost	worthless	if	you	don’t	eat	right.

Though	vigorous	exercise	over	a	 limited	 time	 is	associated	with	 longer	 life
span,	extremely	vigorous	exercise	for	long	periods	of	time,	such	as	training	for
and	 racing	 in	marathons	 regularly,	 is	 not.	 Iron	Man	 triathlons	 and	 twenty-six-
mile	marathon	races	are	pushing	the	value	of	exercise	too	far,	resulting	in	more
stress	than	the	body	can	compensate	for.	Accumulating	evidence	from	multiple
studies	indicates	that	developing	peak	performance	for	success	in	high-intensity,
prolonged	 endurance	 competitions	may	 increase	 a	 person’s	 risk	 of	 developing
atrial	 fibrillation	 in	 later	 life	 and	 is	not	 life	 span–favorable.1	Cardiorespiratory
fitness	 for	 heart	 health	 and	 longevity	 does	 not	 require	 such	 intensity	 and
draconian	effort.

According	to	a	2015	analysis,	even	jogging	at	a	very	moderate	pace	goes	a
long	 way	 to	 enhancing	 longevity.2	 The	 results	 also	 suggest	 that	 strenuous
running—done	more	 frequently,	 for	 longer	 periods,	 or	 at	 a	 greater	 intensity—
was	 not	 associated	 with	 any	 additional	 mortality	 benefits.	 The	 study
demonstrated	that	joggers	who	ran	1	to	2.4	hours	per	week	had	the	lowest	risk	of
mortality,	 with	 a	 significant	 71	 percent	 lower	 risk	 of	 death	 compared	 with
sedentary	nonjoggers.	Individuals	who	ran	less	than	one	hour	per	week	still	had
a	significantly	 (53	percent)	 lower	 risk	of	all-cause	mortality,	 so	 less	 jogging	 is
still	good,	 too.	However,	 running	(or	 jogging)	more	 than	2.5	hours	a	week	did
not	result	in	any	life	span	benefits.	Running	too	fast	(more	than	seven	miles	per
hour)	surprisingly	obliterated	the	benefits.	Jogging	two	to	three	times	per	week
gave	 the	most	 favorable	 life	 span–enhancing	 results.3	The	 bottom	 line	 here	 is
that	running	too	much,	too	often,	or	too	fast	was	not	favorable.

Accumulating	Evidence	Against	Doing	Too	Much
This	 is	not	 the	first	study	to	show	that	more	exercise	 isn’t	necessarily	better	 in
terms	 of	 health	 and	 longevity.	 In	 2012,	 a	 study	 including	more	 than	 fifty-two
thousand	 men	 and	 women	 showed	 that	 the	 benefits	 of	 running	 are	 best



accumulated	 in	 shorter	 distances—specifically,	 at	 fewer	 than	 twenty	miles	 per
week.4

At	 longer	 distances,	 the	 researchers	 observed	 a	 U-shaped	 relationship
between	all-cause	mortality	and	running,	with	longer	weekly	distances	trending
in	 the	 wrong	 direction	 toward	 less	 mortality	 benefit.	 A	 later	 study,	 which
followed	more	than	fifty-five	thousand	people	for	fifteen	years	showed	that	just
five	 to	 ten	 minutes	 of	 daily	 running,	 performed	 even	 at	 very	 slow	 speeds,
significantly	 lowered	 an	 individual’s	 risk	 of	 premature	 death	 and	 added	 about
three	years	of	life	expectancy.5

Interval	Training	Is	Beneficial
Interval	training	means	that	you	exercise	in	bursts	of	energy	for	short	periods	of
time,	such	as	one	to	three	minutes,	but	you	exercise	at	an	increased	intensity	to
elevate	your	heart	rate	more	than	you	would	be	capable	of	doing	if	you	had	to
sustain	 the	 effort	much	 longer.	 I	 recommend	playing	 a	 song	with	 a	 good,	 fast
beat	and	either	jumping	or	jogging	in	place,	picking	up	your	knees	higher	and	at
a	faster	rate	as	your	exercise	tolerance	improves.	Be	sure	to	increase	the	intensity
of	 the	exertion	further	over	 the	 last	minute	so	 that	you	are	out	of	breath	at	 the
end.	That’s	it:	After	one	song,	you	are	done	with	the	interval	and	can	now	walk
or	do	some	calisthenics	or	abdominal	exercises.	Incorporating	intervals	into	your
exercise	program	has	large	benefits.

	

•	 	Doing	intervals	regularly	encourages	fat	loss	and	you	lose	body	fat	more
easily.6

	

•	 	 Interval	 training	 is	 effective	 at	 increasing	 exercise	 tolerance	 and	 heart
function.7

	

•	 	 Intervals	are	effective	at	 lowering	blood	pressure	and/or	preventing	high
blood	 pressure	 from	 developing,	 thus	 preventing	 strokes	 and	 heart
attacks.8



It	 is	also	advantageous	to	do	one	interval,	recover	your	heart	rate,	and	then
do	other	exercises	in	your	repertoire,	such	as	push-ups,	leg	raises,	and	abdominal
crunches;	 then	 toward	 the	 end	of	 your	workout	 do	 another	 two-to	 four-minute
interval	and	exert	yourself.

The	 studies	 referenced	 above	 suggest	 that	 the	 ability	 of	 exercise	 to	 lower
blood	pressure	 and	keep	 it	 low	 is	 proportional	 to	 the	 exertion	 expended	 (for	 a
short	 period	 of	 time).	 In	 other	 words,	 if	 you	 are	 in	 good	 health	 without
significant	heart	disease,	then	it	is	healthful	and	life-extending	to	exert	yourself
and	elevate	your	heart	rate	doing	high-intensity	intervals.

To	summarize	my	exercise	recommendations:

	

1. Work	part	of	the	day	standing	up.	Stay	active	and	out	of	a	chair	as	much
as	possible.

	

2. Twice	 a	 week,	 walk	 fast	 and	 eventually	 jog	 (at	 a	 comfortable	 pace	 for
you)	for	fifteen	to	twenty	minutes.

	

3. Twice	a	week,	increase	the	intensity	and	do	a	few	intervals	of	three	to	four
minutes.	This	can	be	jumping	and/or	jogging	in	place,	while	picking	your
knees	 up	 to	 increase	 the	 exertion;	 or	 using	 equipment	 in	 a	 gym	 that
requires	exertion,	such	as	a	stair	climber	or	a	bicycle	set	at	high	resistance.

	

4. Exercise	multiple	body	parts	a	 few	 times	a	week,	 too.	Don’t	 forget	your
hamstrings,	lower	back,	and	abdominal	muscles.

	

If	you	have	heart	disease,	always	err	by	doing	too	little,	not	too	much.	If	you
have	 heart	 failure,	 decreased	 ejection	 fraction,	 cardiomyopathy,	 or	 other
indications	 of	 serious	 heart	 disease,	 check	 with	 your	 doctor	 so	 she	 or	 he	 can
guide	you	to	the	extent	and	level	at	which	you	can	safely	exercise.



If	I	am	still	overweight,	should	I	limit	my	intake	of	nuts	and	seeds	to
only	1	ounce	a	day?	What	about	snacking?

I	advise	overweight	individuals	to	limit	their	intake	of	nuts	and	seeds	in	order	to
limit	their	calorie	intake.	Nuts	and	seeds	have	about	180	calories	in	an	ounce.	I
suggest	 that	overweight	women	 limit	 their	 intake	 to	1	ounce	a	day	and	men	 to
1½	ounces	a	day.	However,	this	is	not	a	rigid	rule.	If	you	are	eating	less	of	other
foods,	 some	 extra	 nuts	 or	 seeds	 are	 still	 permissible.	 I	 don’t	 have	 a	 limit	 for
people	who	are	slim	and	don’t	need	to	lose	weight.

Just	 to	 clarify	 this	 topic:	 The	 calories	 from	 nuts	 and	 seeds	 are	 not	 more
fattening	than	equal	amounts	of	calories	from	grains,	root	vegetables,	or	fruit.	So
if	an	overweight	individual	chooses	to	eat	2–3	ounces	of	nuts	or	seeds	a	day,	this
amount	can	still	be	acceptable	as	long	as	that	person	correspondingly	removes	an
equal	amount	of	calories	from	other	foods.

So	 let’s	 say	you	choose	 to	eat	3	ounces	of	 seeds/nuts	 for	540	calories,	and
then	you	eat	560	other	calories	in	the	day	from	a	healthy	diet	of	greens,	beans,
onions,	mushrooms,	berries,	beets,	carrots,	and	 tomatoes.	That	would	still	be	a
total	of	1,100	calories	for	the	day,	which	may	be	appropriate	if	you	are	a	woman
who	 is	 eating	 only	when	 hungry.	Likewise,	 you	 could	 eat	 half	 that	 amount	 of
seeds	and	nuts	 (1½	ounces),	 for	270	calories,	and	 then	have	more	calories	 that
day	from	boiled	beets,	carrots,	winter	squash,	or	steel	cut	oats	for	the	same	1,100
calories.	The	point	is,	either	dietary	pattern	can	work.	But	it	is	important	to	eat
only	when	you	are	hungry	and	not	to	eat	haphazardly.	You	don’t	want	to	take	in
more	calories	than	your	body	needs	or	use	nuts	and	seeds	to	enable	overeating.

Since	fat	loss	from	the	body	is	enhanced	when	glycogen	stores	are	lower,	it
is	 always	 best	 to	 eat	 only	 when	 you	 are	 hungry	 and	 not	 to	 snack	 or	 eat
recreationally	between	meals	when	you	are	not	hungry.	 It	 is	also	best	 to	 finish
dinner	 at	 least	 three	 hours	 before	 bedtime.	 Remember,	 the	 micronutrient	 and
phytochemical	 benefits	 of	 nutrient-rich	 foods	 are	 enhanced	when	 you	 eat	 nuts
and	seeds	with	the	same	meal,	because	the	fat	aids	absorption	of	many	beneficial
anticancer	 nutrients.	This	means	 that	most	 of	 your	 nut	 and	 seed	 intake	 should
occur	 during	 lunch	 and	 dinner,	 or	 during	 the	 meal	 when	 you	 are	 eating	 the
nutrient-rich	 vegetables.	 The	 enhanced	 absorption	 of	 antioxidants	 and
phytochemicals	 from	 food	 in	 the	 same	 meal	 is	 an	 important	 reason	 why	 fat-
containing	foods	have	life	span–enhancing	benefits.

Never	snack	on	nuts	and	seeds.	 If	you	are	unable	 to	make	 it	 to	a	meal	and
you	must	have	a	snack,	choose	something	like	carrots,	 tomatoes,	or	an	apple.	I



recommend	 that	 you	 mostly	 eat	 nuts	 and	 seeds	 as	 an	 ingredient	 in	 a	 salad
dressing.	Measure	out	how	many	ounces	you	add	to	the	blender,	and	from	that,
you	 can	 calculate	 how	many	 ounces	 of	 nuts	 and	 seeds	 are	 in	 each	 serving	 of
salad	 dressing.	 There’s	 no	 perfect	 method	 that	 meets	 everyone’s	 needs,	 so
understand	the	principles	and	modify	your	eating	style	so	it	works	for	you.

Remember,	despite	false	claims	to	the	contrary,	there	is	zero	evidence	to	date
that	more	fat	in	your	diet	from	seeds	and	nuts	has	any	detrimental	health	effects
or	increases	the	risk	of	any	disease,	especially	heart	disease.	In	fact,	the	opposite
is	true—more	seeds	and	nuts	in	your	diet	is	cardioprotective.

Fish	 is	generally	 regarded	as	heart	disease–favorable	 food.	Why	do
you	limit	its	consumption	to	only	6	ounces	or	less	per	week?

Today,	almost	all	current	nutritional	advisors	include	fish	as	a	cornerstone	of	a
healthful	diet.	But	my	recommendations	are	slightly	different	from	those	of	other
respected	health	authorities.	Although	the	differences	may	seem	minor,	they	are
significant,	and	I	contend	that	they	will	make	it	possible	for	you	to	achieve	both
extraordinarily	good	health	and	an	extraordinarily	long	life	span.

Fish	 and	 shellfish	 have	 high	 concentrations	 of	 protein	 and	 other	 essential
nutrients,	are	low	in	saturated	fat,	and	contain	the	valuable	omega-3	fatty	acids
EPA	and	DHA.	These	food	factors	are	thought	to	contribute	to	heart	health	and
to	 children’s	 proper	 brain	 growth	 and	 development.	 Overwhelming	 evidence
confirms	 the	 health	 benefits	 of	 omega-3	 fatty	 acids,	 which	 is	 why	 fish	 and
shellfish	are	considered	to	be	an	important	part	of	a	well-balanced	diet.

Unfortunately,	 fish	also	supplies	us	with	 industrial	contaminants;	nearly	all
fish	and	shellfish	contain	mercury	and	other	pollutants.	All	the	seas	in	the	world
are	polluted,	and	not	a	single	fish	is	spared.	Even	in	the	North	and	South	Poles,
the	marine	 life	 is	more	heavily	polluted	 than	humans	are	 (yes,	we	are	polluted
too	by	the	chemical	toxins	we	have	consumed).	It	is	even	affecting	the	animals
eating	 the	 marine	 life,	 as	 studies	 have	 shown,	 for	 instance,	 that	 polar	 bears’
ability	to	reproduce	is	negatively	affected	by	industrial	pollutants	in	the	seals	and
fish	that	they	eat.	And	the	polar	bears	are	not	buying	fish	that	have	been	raised	in
fish	 farms,	 where	 the	 dioxins	 and	 chemicals	 in	 the	 fish	 are	 significantly
increased.

Nearly	all	fish	and	shellfish	contain	methylmercury.	Mercury	accumulates	in
fish	when	polluted	water	 is	 filtered	 through	 their	gills.	The	 longer	a	 fish	 lives,
the	more	the	mercury	accumulates.	Large	fish	eat	small	fish	and	accumulate	all



of	 the	 mercury	 that	 was	 in	 the	 small	 fish.	 Over	 a	 lifetime,	 this	 increases
exponentially.	 Likewise,	 our	 tissues	 accumulate	mercury	 from	 the	 fish	we	 eat
throughout	our	lifetimes.

Governmental	 health	 authorities	 do	 not	 advise	 what	 diet	 is	 ideal	 for
maintaining	excellent	health	for	one	hundred	years.	Instead,	their	advice	is	based
on	 the	 relative	 risk	of	 one	 food	versus	 another,	 and	 they	 recommend	avoiding
only	 the	 most	 dangerous	 foods.	 Regardless,	 most	 governments	 warn	 us	 that
pregnant	 women	 should	 not	 eat	 species	 of	 fish	 that	 contain	 high	 amounts	 of
mercury.	 For	 everyone	 else	 (including	 women	 who	 are	 not	 pregnant),	 they
advise	that	these	higher-mercury-contaminated	fish	not	be	eaten	too	often.	This
weak	admonition	is	based	on	the	misguided	notion	that	the	benefits	of	eating	fish
outweigh	the	potential	harm	from	mercury	exposure.

Mercury	 is	 not	 the	 only	 toxic	 pollutant	 in	 fish—they	 can	 also	 contain
polychlorinated	biphenyls	 (PCBs)	 and	dioxin.	The	 simplest	way	of	 consuming
less	PCBs,	dioxin,	and	mercury	is	to	rarely	eat	fish—and	when	you	do	eat	it,	eat
only	the	smaller,	lower-mercury-containing	species.	Also,	don’t	take	unpurified
fish	oil	supplements.

The	advice	given	by	governmental	authorities	for	pregnant	women	includes:

	

1. Never	eat	shark,	swordfish,	king	mackerel,	or	tilefish	because	they	contain
high	levels	of	mercury.

	

2. Check	advisories	about	the	safety	of	eating	local	fish	caught	by	family	and
friends	 in	 local	 rivers	 and	 coastal	 waterways.	 If	 unsure,	 don’t	 eat	 more
than	6	ounces	at	a	meal,	and	don’t	eat	any	other	fish	during	that	week.

	

The	U.S.	Environmental	Protection	Agency	(EPA)	makes	recommendations
for	 what	 it	 considers	 an	 acceptable	 level	 of	 mercury	 in	 a	 pregnant	 woman’s
body.	 In	 the	 past	 twenty	 years,	 awareness	 has	 increased	 that	 mercury	 causes
brain	damage,	so	the	EPA	has	lowered	the	“acceptable”	level	more	than	once.

I	have	been	 telling	patients	 for	years	 that	 if	 something	can	damage	a	 fetus
and	 result	 in	 childhood	 learning	 abnormalities,	 it	 can’t	 be	 good	 for	 long-term



brain	 health	 and	 longevity	 in	 adults.	 You	 can’t	 have	 it	 both	 ways.	 The
developing	 fetus	 should	 be	 viewed	 as	 a	 sensitive	 indicator	 of	 the	 potential	 of
toxins	to	cause	cellular	damage	in	the	short	run.	But	 this	potential	damage	is	a
risk	 to	adult	 cells,	 as	well.	We	may	not	 see	 the	damage	 in	adults	 in	as	 short	 a
period	of	 time,	but	 subtle	cellular	damage	 from	mercury	can	be	a	contributory
factor,	 in	 combination	 with	 other	 negative	 influences,	 that	 leads	 to	 the
development	of	brain	diseases	seen	later	in	life.	It	is	not	just	youngsters	who	are
at	risk	of	brain	damage	from	mercury.

No	 fish	 is	 completely	 free	 of	 mercury	 and	 other	 pollutants.	 If	 you	 eat
generous	portions	of	fish	regularly,	your	body	is	undoubtedly	high	in	mercury.
You	cannot	remove	the	mercury	from	the	fish	by	trimming	the	fat	or	by	cooking,
because	 it	 is	 deposited	 throughout	 the	 fish’s	 tissues.	 I’ve	 observed	 that	 a
person’s	mercury	level	correlates	exceptionally	well	with	the	amount	of	fish	they
consume,	and	medical	studies	back	up	this	observation.9

Individuals	 eating	 fish	 a	 few	 times	 a	week	have	been	 found	 to	have	blood
mercury	 levels	 exceeding	 the	 maximum	 level	 recommended	 by	 the	 National
Academy	 of	 Sciences	 (blood	 level	 less	 than	 5	 micrograms).	 Women	 eating
seafood	more	than	twice	a	week	have	been	found	to	have	seven	times	the	blood
mercury	 levels	 compared	with	women	who	 rarely	 eat	 fish,	 and	children	eating
fish	regularly	have	been	found	to	have	mercury	levels	forty	times	higher	than	the
national	mean.10	Even	people	eating	only	wild	fish	from	the	isolated	waters	of
French	Polynesia	were	found	to	have	these	higher	mercury	levels.11

Mercury	poisons	the	brain.	The	Food	and	Drug	Administration	(FDA)	wants
us	to	think	that	eating	a	variety	of	fish	with	different	amounts	of	mercury	means
we	will	not	be	harmed	by	mercury	poisoning.	But	it	does	not	guarantee	that	after
eating	fish	for	many	years,	we	won’t	suffer	from	dementia	or	other	diseases	of
brain	 aging	 associated	 with	 the	 continual	 accumulation	 of	 mercury	 and	 other
pollutants	in	fish.	High	body	stores	of	mercury	cause	brain	damage	and	memory
impairment,	leading	to	dementia	in	later	life.

The	risk	of	brain	damage	from	mercury	increases	with	age.	Besides	the	risk
of	 neurological	 disease,	 other	 risks	 associated	 with	 mercury	 include
hypertension,	 heart	 disease,	 mental	 disorders,	 and	 endocrine	 diseases.12
Mercury	accumulates	in	the	bloodstream	over	time.	It	can	be	removed	from	the
body	naturally	(the	kidneys	continually	excrete	mercury	into	our	urine),	but	even
after	we	eliminate	mercury-containing	fish	from	our	diets,	it	may	take	years	for
the	levels	in	our	bodies	to	drop	significantly.



Like	mercury,	other	pollutants,	including	PCBs,	accumulate	in	fish	and	in	the
body	 tissues	 of	 people	who	 eat	 fish	 regularly.	 PCBs	 are	 neurotoxic,	 hormone-
disrupting	carcinogens	 that	were	banned	 in	 the	1970s,	but	 they	are	 resistant	 to
degradation	 and	 are	 still	 in	 our	 environment.	 They	 are	 found	 at	 levels	 seven
times	higher	in	farmed	salmon	than	in	wild	ones,	according	to	a	2005	study.13

PCBs	are	persistent	organic	pollutants	(POPs),	which	accumulate	 in	animal
fat.	Because	most	farmed	salmon	are	raised	on	feed	that	includes	ground-up	fish
—and	 sometimes	 other	 animals,	 such	 as	 cattle—their	 bodies	 collect	 POPs.
Farmed	salmon	are	also	less	active	and	are	fed	to	grow	at	an	accelerated	rate,	so
they	contain	more	 fat,	which	 is	 filled	with	 these	 fat-adhering	chemicals.	Other
POPs	 found	 in	 fish	 include	 the	 organochlorine	 pesticide	 dieldrin	 and	 dioxins,
which	 result	 from	 chlorine	 paper	 bleaching	 and	 the	 manufacturing	 and
incineration	of	polyvinyl	chloride	(PVC).

Clearly,	you	should	avoid	commercially	raised	salmon	unless	it	is	raised	and
fed	more	naturally	 and	 is	 tested	and	documented	 to	be	 lower	 in	pollutants.	As
concerns	have	been	raised	about	 the	high	 levels	of	pollution	 in	fish,	as	well	as
the	artificial	colors	used	to	make	farm-raised	salmon	pink,	the	demand	for	wild
salmon	(and	therefore,	its	price)	has	skyrocketed	in	recent	years.

Wild	 salmon	 may	 have	 been	 suddenly	 appearing	 in	 restaurants	 and	 food
stores	everywhere,	but	where	was	it	all	coming	from?

An	 article	 in	 the	 New	 York	 Times	 confirmed	 that	 most	 so-called	 “wild
Pacific”	or	“Alaskan”	salmon	is	just	farm-raised	salmon	with	a	misleading	label.
In	March	 2005,	 the	Times	 tested	 salmon	 sold	 in	 eight	 New	York	 City	 stores,
where	it	was	sold	for	as	much	as	$29	a	pound.	The	reporters	found	that	most	of
the	fish	was	farm-raised,	not	wild.	Only	one	sample	tested	wild.14

Investigators	 for	 the	Times	 article	were	 able	 to	 tell	 the	 farm-raised	 salmon
from	 the	 wild	 salmon	 because	 of	 the	 presence	 in	 the	 farm-raised	 fish	 of	 the
artificial	 pink	 food	 dye	 canthaxanthin,	 manufactured	 by	 Hoffmann-La	 Roche.
This	pharmaceutical	company	developed	the	SalmoFan	(which	is	a	color	chart,
similar	 to	 paint	 store	 swatches)	 so	 fish	 farmers	 could	 choose	 among	 various
shades	used	to	make	the	salmon	have	that	“natural”	pink-orange	color.	Salmon
in	 the	wild	are	colored	naturally	from	eating	pink	crustaceans,	but	 those	raised
commercially	have	gray	flesh	from	eating	fish	meal.	Europeans	are	suspicious	of
canthaxanthin,	 which	 has	 been	 linked	 to	 retinal	 discoloration	 in	 people	 who
ingested	it	as	a	sunless	tanning	pill.15	Try	to	avoid	these	polluted	fish:

	



Farmed	trout	and	salmon—polluted	with	PCBs	and	dioxin	from	the
fish	meal	they	are	fed

	

Tuna,	 tilefish,	 swordfish,	and	shark—large	predatory	 fish,	polluted
with	mercury

	
Shrimp—can	contain	antibiotics,	mostly	illegal	drug	residues

So	 eating	 fish	may	 be	 an	 advantage	 for	 people	 who	 are	 eating	meat	 (and
eating	poorly	in	general)	because	it	has	anticlotting	effects.	But	its	benefits	may
be	 apparent	 only	 when	 compared	 with	 people	 who	 eat	 more	 meat	 and	 dairy
products.	There	would	be	no	cardiovascular	 advantage	 to	 eating	 fish	when	 the
diet	 is	 already	 excellent	 or	 near-ideal	 and	 basic	 omega-3	 needs	 are	 met	 with
another	source,	such	as	DHA	from	algae.

If	 you	 have	 heart	 disease	 and	 you	 still	want	 to	 eat	 fish,	 limit	 it	 to	 a	 small
amount	per	week.	Both	 the	 type	of	 fish	you	eat	and	where	 it	 is	 caught	matter.
Avoid	 eating	 fish	 in	 restaurants,	 which	 use	 the	 least	 expensive,	 farmed	 fish.
Instead,	buy	frozen	fish	from	a	reputable	market	that	can	prove	the	source.	Most
fresh-looking	fish	in	markets	is	typically	just	defrosted	frozen	fish.	It	is	best	not
to	 thaw	 and	 refreeze	 fish,	 so	 purchasing	 frozen	 fish	 is	 the	 most	 sensible	 and
economical	 way	 to	 go,	 since	 you	 can	 use	 small	 amounts	while	 the	 remainder
stays	frozen.

Only	eat	the	fish	on	the	lowest-mercury	list,	because	even	fish	with	moderate
mercury	levels,	eaten	regularly,	can	contribute	to	the	development	of	dementia.
Lower-mercury	seafoods	include	Arctic	char,	butterfish,	catfish,	clams,	crawfish,
flounder,	herring,	king	crab,	mackerel,	mullet,	mussels,	oysters,	pollock,	porgy,
salmon,	 sand	 dabs,	 sardines,	 scallops,	 shad,	 shrimp,	 smelt,	 sole,	 squid,	 striped
bass,	sturgeon,	tilapia,	river	trout,	and	whiting.16

I	have	always	heard	that	drinking	wine	is	good	for	the	heart.	Should	I
have	one	glass	daily?

The	brief	answer	is,	no,	drinking	alcohol	will	not	protect	your	heart.	For	some
time,	 observational	 studies	 have	 suggested	 that	 only	 heavy	 drinking	 was
detrimental	to	cardiovascular	health	and	that	light	consumption	may	actually	be



beneficial.	This	has	 led	some	people	 to	drink	moderately,	believing	 that	 it	will
lower	their	risk	of	heart	disease.

Contrary	to	what	earlier	studies	have	shown,	however,	it	now	appears,	with
better	 studies	 and	more	 complete	 analysis,	 that	 any	 exposure	 to	 alcohol	 likely
has	an	overall	negative	effect	on	the	heart.	In	a	2014	study	researchers	analyzed
evidence	from	more	than	fifty	studies	and	data	from	261,991	individuals	to	find
out	whether	 there	 is	 a	 link	 between	 drinking	 habits	 and	 cardiovascular	 health.
They	concluded	that	a	reduction	in	alcohol	consumption	“may	be	beneficial	for
cardiovascular	 health.	 Our	 results	 therefore	 challenge	 the	 concept	 of	 a
cardioprotective	 effect	 associated	 with	 light	 to	 moderate	 alcohol	 consumption
reported	in	observational	studies	and	suggest	that	this	effect	may	have	been	due
to	 residual	 confounding	 or	 selection	 bias.”17	 Plus,	 they	 demonstrated	 that
individuals	who	consume	less	alcohol	can	lower	their	weight.

Other	 important	 recent	 studies	 corroborated	 these	 findings.	 A	 2014	 meta-
analysis	 was	 particularly	 valuable	 because	 it	 tried	 to	 create	 a	 closer
approximation	of	theorized	lifetime	cumulative	exposure	to	alcohol	than	studies
using	only	baseline	consumption.	It	demonstrated	that	the	J-shaped	curve	used	to
claim	that	light	drinking	was	life	span–promoting	was	not	seen,	and	that	even	40
grams,	or	a	fifth	of	a	cup	a	day,	was	found	to	be	life	span–shortening.18

Alcohol	is	the	fifth-leading	risk	factor	for	death	and	disability,	accounting	for
4	 percent	 of	 life	 years	 lost	 because	 of	 disease.19	 Alcohol	 consumption	 is
believed	to	be	associated	with	adverse	effects	on	the	heart,	including	detrimental
effects	on	blood	pressure	and	contributing	to	cardiac	arrhythmias.	However,	the
major	adverse	effect	of	alcoholic	beverages	is	their	carcinogenicity.	The	harmful
effects	of	alcohol	on	conditions	such	as	 liver	cirrhosis,	 injuries,	and	cancers	of
the	liver,	bowel,	breast,	and	esophagus	have	been	firmly	established.20

There	 is	 strong	 scientific	 consensus	 regarding	 even	 limited	 amounts	 of
alcohol	and	increased	risk	of	various	cancers.	For	example,	a	pooled	analysis	of
fifty-three	studies	indicated	that	for	each	daily	alcoholic	drink,	the	risk	of	breast
cancer	increased	7	percent,	with	two	to	three	drinks	increasing	breast	cancer	risk
20	percent	over	nondrinkers.21

Even	 if	 the	 blood-thinning	 effects	 of	 alcohol	 were	 a	 cardiovascular
advantage	 for	 people	 eating	 a	 very	 poor	 diet,	 drinking	 alcohol	 still	 would	 be
helpful	 only	 for	 those	 continuing	 to	 eat	 badly,	 while	 further	 promoting	 their
likelihood	 of	 getting	 a	 serious	 cancer.	 The	 bottom	 line	 is	 this:	 Do	 not	 drink
expecting	heart-health	benefits—there	are	none.



What	 if	 I	 have	 to	 take	 Coumadin	 (the	 blood	 thinner	 warfarin)	 for
atrial	 fibrillation	or	valve	replacement	and	have	been	advised	not	 to
eat	green	vegetables?

Multiple	 individuals	 have	 asked	 me	 to	 give	 them	 a	 complete	 answer	 with
guidelines	for	people	taking	Coumadin	(warfarin	is	the	generic	name)	who	have
been	told	by	their	health	professionals	to	avoid	green	vegetables	because	of	the
interaction	 between	warfarin	 and	 vitamin	K.	 As	 a	 proponent	 of	 a	 diet	 rich	 in
leafy	 greens,	 broccoli,	 and	 other	 foods	 rich	 in	 vitamin	 K,	 my	 dietary
recommendations	 often	 contradict	 the	 advice	 of	 dietitians,	 nurses,	 and	 doctors
who	advise	their	patients	taking	this	medication	to	avoid	foods	that	contain	this
vitamin.

The	 reason	 that	 health	 professionals	 recommend	 their	 patients	 on	warfarin
avoid	 vitamin	K–containing	 foods	 is	 that	warfarin	 produces	 its	 blood-thinning
effects	by	interfering	with	the	activation	of	a	vitamin	K–dependent	enzyme	that
is	needed	to	build	clotting	factors.	When	you	ingest	more	vitamin	K	from	green
vegetables,	you	can	decrease	the	effectiveness	of	this	medication.	A	higher	dose
of	the	drug	will	then	be	required	to	maintain	the	recommended	degree	of	blood
thinning.	(The	term	“blood	thinning”	is	a	lay	term	that	means	a	reduction	in	the
natural	ability	of	the	body	to	form	a	blood	clot.)

These	definitions	are	important	to	know	in	order	to	understand	this	issue:

	

Coagulation—The	formation	of	blood	clots	made	by	clotting	factors
and	 platelets,	 a	 normal	 body	 reaction	when,	 for	 example,	 you	 cut
yourself.	Coumadin	(warfarin)	is	called	an	anticoagulant	because	it
works	against	the	formation	of	blood	clots.

	

Thrombus	(singular)	/	thrombi	(plural)—Clots	formed	inside	blood
vessels,	 typically	 to	 seal	 a	 defect	 in	 the	 vessel	 wall.	 These	 clots,
when	formed	in	the	blood	vessels	that	supply	the	heart	with	oxygen,
cause	heart	attacks.

	



Embolus	 (singular)	 /	 emboli	 (plural)—A	 traveling	 clot,	 usually
caused	by	a	thrombus	that	breaks	off	and	travels	to	a	distal	portion
of	the	artery	where	it	is	narrower—occluding	it,	leading	to	a	stroke,
pulmonary	infarction	(death	of	lung	tissue),	or	heart	attack.

In	 many	 cases,	 warfarin	 is	 used	 as	 a	 preventive	 treatment	 to	 reduce	 the
chance	 of	 emboli	 forming	 that	 could	 cause	 a	 stroke.	 Warfarin	 is	 most	 often
prescribed	for	patients	with	atrial	fibrillation,	a	common	irregularity	in	the	heart
rate.	When	you	have	this	irregular	heartbeat,	the	turbulent	flow	of	blood	makes
the	formation	of	an	embolus—which	can	travel	to	the	brain	and	cause	a	stroke—
more	 likely.	 This	 treatment	 is	 also	 used	 by	 people	 who	 have	 experienced	 a
serious	blood	clot.

Since	warfarin	 is	 given	 to	 prevent	 clots,	 the	major	 side	 effect	 is	 bleeding.
When	you	are	taking	it,	you	will	not	stop	bleeding	easily	if	you	are	cut.	So,	for
instance,	you	could	more	easily	bleed	to	death	if	you	were	in	a	car	accident	or	if
other	bleeding	occurs	inside	the	body	for	a	variety	of	reasons.	The	main	problem
with	this	medication	is	its	very	narrow	therapeutic	range:	If	you	take	too	much,
you	can	suffer	from	a	major	bleeding	episode;	if	you	take	too	little,	it	could	be
ineffective	 at	 preventing	 embolic	 events.	 People	 taking	 this	 drug	 have	 to	 be
closely	monitored	with	blood	tests	and	their	dose	adjusted	accordingly	to	make
sure	they	are	taking	the	correct	amount.

According	to	current	estimates,	70	percent	of	people	on	warfarin	tend	to	stop
taking	the	medicine	because	of	frustration	with	blood	tests,	dosage	changes,	and
side	effects.	Although	monitoring	 is	a	medical	necessity,	often	 the	demands	of
heavy	patient	 loads	can	make	it	very	challenging	for	busy	physicians	to	follow
patients	as	closely	as	they	need	to	be	followed.	Besides	the	risk	of	a	major	bleed,
another	 serious	 but	more	 infrequent	 complication	 of	warfarin	 therapy	 is	 drug-
induced	 limb	 gangrene	 and	 skin	 necrosis	 (death	 of	 skin	 tissue).	Other	 adverse
reactions	 that	 occur	 infrequently	 include	 white	 blood	 cell	 diseases,	 hair	 loss,
allergic	reactions,	diarrhea,	dizziness,	hepatitis	and	abnormal	liver	function,	skin
rash,	headache,	nausea	and/or	vomiting,	and	itching.

Physicians	 treat	patients	with	warfarin	primarily	 to	decrease	 the	occurrence
of	 thromboembolism.	 They	 perceive	 that	 this	 risk	 has	 a	 greater	 clinical	 effect
than	the	risk	of	drug-induced	bleeding.	However,	only	recently	has	the	extent	of
the	 risks	of	bleeding	been	 thoroughly	 investigated.	A	 recent	meta-analysis	 that
pooled	data	from	thirty-three	studies	examined	the	bleeding	rates	of	patients	who
received	 at	 least	 three	 months	 of	 anticoagulation	 therapy.	 Major	 bleeding



occurred	at	 a	 rate	of	7.22	per	100	patient-years,	 and	 fatal	bleeding	occurred	at
the	rate	of	1.3	per	100	patient-years.22	This	means	that	if	ten	people	were	put	on
warfarin	 therapy	 for	 ten	 years	 each,	 seven	 of	 the	 ten	would	 suffer	 a	 bleeding
event	and	one	would	die	from	taking	the	drug.

Before	1990,	warfarin	 therapy	 for	 the	prevention	of	 stroke	 for	 people	with
atrial	fibrillation	was	limited	to	those	who	also	had	additional	risk	factors,	such
as	rheumatic	heart	disease	and	prosthetic	heart	valves.	In	recent	years,	however,
hundreds	of	thousands	of	people	with	atrial	fibrillation,	including	those	without
significant	accompanying	risk	factors,	except	for	their	age,	have	been	placed	on
this	medication	to	decrease	the	risk	of	embolic	stroke.

Medical	studies	have	shown	that	patients	with	atrial	fibrillation	who	also	had
other	risk	factors	for	strokes	did	have	a	survival	advantage	and	a	reduced	risk	of
strokes	when	warfarin	was	prescribed.	The	results	were	considerably	better	than
aspirin	 in	 these	 high-risk	 patients	 but	 not	 considerably	 better	 than	 aspirin	 for
patients	with	only	atrial	fibrillation	and	no	other	serious	risk	factors.

Younger	patients	with	atrial	fibrillation	and	those	without	cardiac	risk	factors
have	not	been	shown	to	live	longer	as	a	result	of	taking	warfarin,	mainly	because
strokes	are	more	infrequent.	Recently,	there	has	been	more	concern	that	aspirin
is	 not	 an	 adequate	 treatment	option	because	 the	 risk	of	hemorrhagic	 strokes	 is
still	 associated	 with	 its	 use	 and	 it	 does	 not	 sufficiently	 protect	 against	 clots
forming	in	the	heart.

Today	 some	 new	 blood	 thinners—Pradaxa	 (dabigatran),	 Xarelto
(rivaroxaban),	and	Eliquis	 (apixaban)—may	be	better	options	 than	both	aspirin
and	warfarin;	 they	 do	 not	 interact	with	 vitamin	K	 and	 thus	 do	 not	 require	 the
restriction	 of	 green	 vegetable	 intake.	 More	 and	 more	 physicians	 have	 begun
using	 these	 newer,	 but	more	 expensive,	 blood-thinning	medications	 instead	 of
warfarin.	These	drugs	seem	a	bit	 safer	 regarding	 the	chances	of	a	hemorrhagic
bleed	in	the	brain	developing,	and	they	also	do	not	require	frequent	blood	testing
to	monitor	their	levels.

The	 drawback	 to	 these	 newer	 medications	 is	 that	 their	 effect	 cannot	 be
reversed	quickly,	as	warfarin	can	be	in	the	case	of	a	bleeding	episode,	accident,
or	fall	that	could	result	in	internal	or	external	bleeding.	With	warfarin,	you	can
use	vitamin	K	to	counter	its	effects	fairly	quickly.

Of	course,	all	the	factors	determining	your	risk	must	be	considered,	and	that
is	the	job	of	your	physician.	Whether	your	doctor	advises	treatment,	and	which
treatment,	is	guided	by	your	risk	of	developing	thromboembolic	events.

It	 is	 not	 beneficial	 to	 use	 any	 blood	 thinner,	 even	 if	 you	 have	 atrial



fibrillation,	 if	you	are	at	 a	 relatively	 low	 risk	 for	 thromboembolic	events.	This
would	 not	 include	 people	 who	 have	 diabetes,	 suffer	 from	 advanced
atherosclerosis,	have	poorly	controlled	blood	pressure,	have	an	enlarged	heart,	or
are	obese	and	those	who	smoke	or	have	had	a	recent	embolic	event.	Doctors	also
consider	a	person’s	age	in	making	these	decisions.	However,	I	contend	that	those
people	eating	an	NDPR	diet	are	at	considerably	lower	risk,	regardless	of	age.	A
produce-rich	 diet	 has	 already	 been	 demonstrated	 in	medical	 studies	 to	 have	 a
powerful	effect	on	decreasing	the	risk	of	embolic	stroke	and	heart	attack.	In	fact,
in	 the	Nurses’	Health	Study,	 a	measly	 five	 servings	 of	 vegetables	 and	 fruits	 a
day	reduced	the	risk	of	embolic	stroke	by	30	percent,	and	this	is	still	a	poor	diet
by	my	standards.23	Another	study	 looking	at	 the	daily	consumption	of	greens,
vegetables,	and	fruit	found	a	radical	decrease	in	stroke	incidence	approaching	50
percent	with	higher	fruit	and	vegetable	intake.24

When	 you	 change	 your	 diet	 to	 include	more	 vegetation	 and	 fewer	 animal
products	and	refined	foods,	your	cholesterol	drops,	your	blood	pressure	typically
decreases,	and	your	risk	of	a	heart	attack	or	embolic	stroke	plummets.

My	dietary	recommendations,	which	are	extremely	low	in	salt	and	offer	the
equivalent	 of	more	 than	 ten	 servings	 a	 day	 of	 stroke-protective	 produce,	 have
been	demonstrated	to	dramatically	 lower	cholesterol,	and	I	believe	they	offer	a
greater	 resistance	 to	 both	 strokes	 and	 heart	 attacks	 than	 any	 type	 of	 blood-
thinning	 therapy.	 For	 healthier	 people	 following	my	 nutritional	 advice,	 after	 a
few	 months,	 the	 use	 of	 medications	 for	 the	 prevention	 of	 emboli	 with	 atrial
fibrillation	may	not	have	a	favorable	benefit-to-risk	ratio.	In	other	words,	it	may
be	safer	for	such	people	to	use	no	drug	therapy.

Significant	evidence	supports	my	assertion	that	many	people	taking	warfarin
today	would	be	safer	if	they	ate	an	ideal	diet	with	lots	of	vitamin	K–containing
greens	 and	 stopped	 the	 warfarin.	 Eating	 right	 will	 not	 cause	 you	 to	 bleed	 to
death,	and	you	will	also	experience	a	portfolio	of	benefits	that	can	save	your	life.

If	you	absolutely	must	take	warfarin	because	of	a	recent	thrombotic	event	or
a	mechanical	heart	valve,	you	should	still	eat	very	healthfully,	even	if	 the	drug
dose	 has	 to	 be	 increased	 slightly	 to	 accommodate	 some	 green	 vegetables
included	 in	 a	 healthful	 diet.	 As	 long	 as	 the	 amount	 of	 greens	 you	 eat	 is
consistent,	your	doctor	can	adjust	the	medication	dose	to	accommodate	it.

So	if	you	must	stay	on	warfarin,	your	diet	must	be	consistent	from	day	to	day
to	 avoid	 fluctuations	 in	 the	 effectiveness	 of	 the	 drug.	 To	 keep	 the	 vitamin	 K
amount	constant,	it	is	sensible	to	eat	one	large,	raw	salad	a	day	and	one	serving



of	dark	green	vegetables,	such	as	asparagus	or	string	beans.	However,	leave	out
the	very	dark	green	leafy	vegetables,	such	as	steamed	kale,	collard	greens,	and
spinach.	Adding	some	of	these	to	a	soup	is	okay,	however.

The	goal	is	to	keep	your	vitamin	K	level	stable	so	that	the	amount	of	blood
thinning	does	not	swing	into	a	danger	zone.	A	dangerous	level	of	blood	thinning
can	occur	if	the	dose	of	warfarin	is	adjusted	to	a	high	vitamin	K	intake	and	then
suddenly	you	do	not	eat	much	vitamin	K–containing	foods	for	a	few	days.	The
main	goal	is	to	eat	the	same	amount	of	vitamin	K–containing	foods	every	day.

Many	people	following	my	dietary	and	health	guidelines	find	that	their
health	and	risk	factors	improve	so	much	that	they	no	longer	need	to	take

warfarin	(Coumadin).

In	 summary,	 the	 evidence	 indicates	 that	 warfarin	 is	 more	 effective	 than
aspirin	 in	 high-risk	 patients,	 but	 it	 is	 associated	 with	 a	 higher	 rate	 of	 serious
bleeding.	A	diet	high	in	processed	foods	and	animal	products,	though	it	is	low	in
vitamin	K,	will	still	increase	your	risk	of	a	heart	attack	and	stroke	even	if	you	are
taking	blood-thinning	drugs.	If	you	must	remain	on	warfarin,	eat	a	beneficial	but
not	 an	 excess	 amount	 of	 those	 high-vitamin-K-containing	 foods.	And,	 if	 at	 all
possible,	get	off	 the	warfarin.	Work	with	your	doctor	to	decide	whether	one	of
the	newer	blood-thinning	medications	 is	appropriate	 for	you,	or	even	no	blood
thinners,	 if	 you	 are	 healthy	 enough,	 eating	 right,	 and	 are	 at	 low	 risk	 of
developing	a	clot.

What	about	chelation	therapy	for	heart	disease?

Intravenous	(IV)	chelation	 therapy	has	been	widely	used	as	a	standard	medical
treatment	for	heavy-metal	poisoning	for	more	than	fifty	years.	Chelation	consists
of	a	series	of	IV	infusions	of	ethylenediaminetetraacetic	acid	(EDTA),	often	 in
combination	with	other	substances,	including	vitamins	and	minerals.

Today,	 some	 health	 practitioners	 offer	 the	 option	 of	 chelation	 with	 oral
agents.	A	minority	of	nonmainstream	or	alternative	physicians	promote	chelation
as	 an	 alternative	 treatment	 for	 arteriosclerosis,	 including	 CAD,	 peripheral
vascular	 disease	 (blockage	 or	 narrowing	 of	 blood	 vessels	 in	 the	 legs),	 and	 the
mental	 deterioration	 caused	 by	 small	 strokes.	 It	 has	 been	 claimed	 to	 be	 an
effective	adjunct	 to	 treating	and	 improving	blood	 flow,	decreasing	angina,	 and
preventing	cardiac	events	and	death.



Over	the	years,	suggesting	chelation	therapy	for	anything	other	than	heavy-
metal	poisoning	has	been	met	with	considerable	resistance.	The	results	of	studies
have	been	mixed	and	heavily	 criticized	 for	bias	 and	 lack	of	 scientific	validity.
Despite	 the	 disagreements,	 interest	 in	 chelation	 as	 an	 alternative	 treatment	 for
heart	 and	 vascular	 problems	 has	 continued	 to	 grow,	with	 thousands	 of	 people
seeking	 out	 the	 therapy	 annually	 as	 an	 option	 to	 coronary	 bypass	 surgery	 and
balloon	angioplasty.	While	word	of	mouth	has	 resulted	 in	many	“believers”	 in
this	therapy,	many	patients	are	still	confused.

The	 Trial	 to	 Assess	 Chelation	 Therapy	 (TACT)	 was	 the	 first	 large-scale,
randomized	multicenter	 study	designed	 to	determine	 the	 safety	and	efficacy	of
EDTA	 chelation	 therapy	 for	 individuals	 with	 CAD	 and	 prior	 myocardial
infarction.25	 This	 study	 was	 funded	 by	 the	 National	 Heart,	 Lung,	 and	 Blood
Institute	and	 the	National	Center	 for	Complementary	and	Alternative	Medicine
at	a	cost	of	more	than	$30	million.	The	results	were	presented	at	the	American
Heart	Association	Scientific	Sessions	in	November	2012.

The	 study	 was	 conducted	 at	 134	 research	 sites	 in	 the	 United	 States	 and
Canada.	The	 sites	 represented	a	mix	of	clinical	 settings:	university	or	 teaching
hospitals,	 clinical	 practices	 or	 cardiology	 research	 centers,	 and	 chelation
practices.	A	total	of	1,708	patients	were	randomized—839	patients	to	chelation
and	 869	 patients	 to	 placebo.	 Participants	 were	 at	 least	 50	 years	 old,	 had
experienced	 a	myocardial	 infarction	 at	 least	 six	weeks	 before	 enrollment,	 and
had	not	had	coronary	or	carotid	revascularization	procedures	within	the	previous
six	months	 or	 smoked	 cigarettes	 within	 the	 previous	 three	months.	 The	 study
population	had	a	high	 rate	of	diabetes	 (31	percent),	with	84	percent	on	aspirin
and	73	percent	on	statin	drugs.	Sixty-five	percent	of	patients	completed	all	forty
infusions.

The	 study	 found	 marginal	 benefits	 for	 the	 chelation	 group,	 including	 a
minimal	effect	on	standard	measures	of	quality	of	life	at	six,	twelve,	and	twenty-
four	months,	with	the	exception	of	a	slight	improvement	in	self-reported	angina
symptoms	at	one	year.

The	marginal	benefits	for	the	chelation	group	have	been	discussed,	dissected,
and	debated	by	both	sides	of	this	issue.	Noted	was	the	lower	LDL	cholesterol	at
baseline	in	the	chelation	group;	this	difference	alone	could	account	for	most	of
the	difference	 in	outcome	over	five	years.	Additionally,	 the	placebo	group	was
infused	with	a	solution	that	contained	glucose,	which	may	have	led	to	an	adverse
outcome	 in	 the	 placebo	 group,	 especially	 in	 those	 diabetic	 or	 prediabetic
subjects.	Even	after	$30	million	was	spent,	the	study	still	had	flaws	and	did	not



settle	the	debate.
The	TACT	study,	according	to	 the	researchers	presenting	 the	results,	 is	not

conclusive	and	should	not	change	clinical	practice.	They	did	state	that	the	results
warrant	further	study,	especially	in	patients	with	diabetes	or	prior	anterior	heart
attack	 because	 of	 a	 finding	 of	 some	 benefit	 in	 these	 subgroups.	 These	 results
provide	evidence	to	guide	further	research,	but	they	are	not	sufficient	to	support
the	routine	use	of	chelation	therapy	for	treatment	of	people	who	have	had	a	heart
attack.

The	bottom	line	is	that	if	chelation	therapy	has	benefits,	then	those	benefits
are	primarily	symptomatic	and	minor.	It	is	expensive	and	not	without	risk,	but	it
may	 have	 some	 anticlotting,	 antiplatelet	 effects,	 thereby	 lowering	 the	 risk	 of
clots.	 It	 may	 also	 have	 some	 sustained	 vasodilation	 effects	 from	 binding
calcium,	which	can	 lessen	symptoms.	However,	 it	does	not	 reverse	obstructive
lesions.	I	do	not	think	it	will	add	further	benefits	to	aggressive	dietary	treatment
and	will	add	only	minor	benefit	to	any	standard	care.

If	 my	 LDL	 level	 is	 favorable,	 is	 low	 HDL	 a	 risk	 factor	 for	 heart
disease?

HDL	 is	 considered	 the	 “good”	 cholesterol	 because	 HDL	 particles	 remove
cholesterol,	 and	 some	physicians	 are	 concerned	when	 it	 is	 too	 low.	When	you
are	 eating	 a	 most	 favorable	 diet	 and	 naturally	 lower	 your	 LDL,	 do	 not	 be
concerned	if	your	HDL	lowers,	too.	Think	of	it	this	way:	You	don’t	need	to	keep
lots	of	snow	shovels	in	your	garage	if	you	live	in	Florida.

It	 is	 true	 that	 a	 higher	 HDL	 level	 offers	 some	 degree	 of	 protection	 for	 a
person	with	an	abnormally	high	cholesterol.	However,	for	people	who	drop	their
LDL	 cholesterol	 below	 100	 mg/dl	 with	 nutritional	 excellence,	 the	 HDL	 will
typically	 lower	 as	well.	This	 lower	HDL	 is	not	 a	 risk	 factor	 for	 heart	 disease.
Populations	 from	 around	 the	 world	 who	 demonstrate	 complete	 freedom	 from
heart	disease	as	a	consequence	of	their	natural,	plant-based	diets	have	very	low
HDL	levels.	Populations	with	the	highest	HDL	levels	typically	have	the	highest
rates	 of	 heart	 disease	 because	 their	 LDL	 is	 high,	 too.	 So	 the	 high	 HDL	 is	 a
marker	for	people	with	lots	of	harmful	LDL	that	needs	to	be	carried	away.

Among	people	with	relatively	high	cholesterol	levels	who	are	at	risk	because
of	 their	 diet,	 those	 with	 a	 genetically	 favorable	 high	 HDL	 will	 have	 a	 mild
advantage.	This	is	a	reflection	of	the	body’s	efforts	to	lessen	the	risk	of	all	that
SAD-generated	cholesterol.	However,	when	you	do	not	have	an	atherosclerotic



burden	and	have	no	vulnerable	plaque,	you	do	not	need	a	high	HDL	to	remove
stored	 lipids	 within	 the	 plaque	 because	 there	 aren’t	 any.	 If	 there	 is	 no	 soft
plaque,	more	HDL	is	not	needed,	and	the	body	has	no	need	to	generate	HDL.

Dietary	 improvements	 that	 significantly	drop	your	 total	 cholesterol	are	 still
favorable	 if	 your	HDL	 drops	 as	well.	When	 your	 total	 cholesterol	 falls	 to	 the
ranges	seen	in	these	heart	attack–proof	populations	around	the	world	(less	than
140	mg/dl),	the	HDL	level	no	longer	matters.	Genetically	favorable	HDL	levels
are	also	less	beneficial	than	thought	in	the	past.	Some	genetic	mechanisms	that
raise	plasma	HDL	cholesterol	do	not	lower	the	risk	of	myocardial	infarction.26
The	 lack	of	 significance	of	HDL	for	people	with	 favorable	LDL	cholesterol	 is
supported	 by	 recent	 studies	 showing	 that	 once	 statin	 drugs	 effectively	 lower
LDL	into	favorable	ranges,	a	higher	or	lower	HDL	is	of	no	consequence.27

Can	cruciferous	vegetables	harm	the	thyroid?

Cruciferous	 vegetables	 contain	 compounds	 called	 glucosinolates,	 which	 are
metabolized	 into	 isothiocyanates	 (ITCs).	 These	 compounds	 have	 powerful
protective	 effects	 against	 many	 cancers,	 including	 breast,	 prostate,	 colorectal,
bladder,	 and	 lung	 cancers28—and	 thyroid	 cancer.29	 Concerns	 about	 the
potential	effects	of	cruciferous	vegetables	on	thyroid	function	arose	from	animal
studies,	 followed	 by	 findings	 suggesting	 that	 certain	 breakdown	 products	 of
glucosinolates	 could	 interfere	with	 thyroid	hormone	 synthesis	or	 compete	with
iodine	for	uptake	by	the	thyroid.	However,	this	is	only	a	hypothetical	issue.	The
scientific	 consensus	 is	 that	 even	 a	 very	 high	 intake	 of	 cruciferous	 vegetables
could	be	detrimental	to	thyroid	function	only	in	cases	of	iodine	deficiency.30

Iodine	 deficiency	 could	 be	 a	 concern	 for	 people	 who	 follow	 a	 healthful,
plant-based	 diet	 since	 iodine	 is	 not	 naturally	 abundant	 in	 foods,	 except	 for
seafood	and	seaweeds.	Iodized	salt	 is	 the	chief	source	of	iodine	in	the	Western
diet.	 Vegans	 and	 other	 people	 eating	 mostly	 plant-based	 diets	 may	 not	 get
enough	 iodine	 unless	 they	 take	 supplements,	 especially	 if	 they	 avoid	 salt.31
Also,	pregnant	women	may	require	a	greater	amount	of	iodine	than	the	general
population	because	of	the	iodine	needs	of	the	fetus.32

Even	 though	 animal	 studies	 suggested	 the	 hypothetical	 thyroid	 issue	 from
eating	 very	 large	 amounts	 of	 cruciferous	 vegetables,	 no	 human	 study	 has
demonstrated	 a	 deficiency	 in	 thyroid	 function	 resulting	 from	 consuming



cruciferous	vegetables.	Only	one	such	study	seems	to	have	been	conducted,	with
large	 amounts	 of	 cooked	 Brussels	 sprouts,	 and	 showed	 no	 effects	 on	 thyroid
function.33	 Raw	 cruciferous	 vegetables	 have	 not	 been	 investigated.	 The	 only
case	report	I	could	find	relating	cruciferous	vegetables	to	thyroid	harm	suggests
that	 it	 would	 be	 almost	 impossible	 to	 consume	 enough	 of	 these	 vegetables	 to
cause	 damage.	 This	 case	 was	 that	 of	 an	 88-year-old	 woman	 who	 developed
hypothyroidism	after	eating	four	to	five	pounds	of	raw	bok	choy	every	day	for
several	months—an	excessive	and	unreasonable	intake.34

Recent	 results	 from	 the	 Adventist	 Health	 Study	 revealed	 that	 vegan
Adventists	were	less	likely	than	omnivore	Adventists	to	have	hypothyroidism.35
Similarly,	a	2011	study	of	Boston-area	vegetarians	and	vegans	found	that	vegans
had	 higher	 urinary	 thiocyanate	 (indicative	 of	 higher	 cruciferous	 intake)	 and
lower	iodine	intake,	but	no	abnormalities	or	differences	in	thyroid	function.36

The	 fear	 of	 eating	 cruciferous	 vegetables,	 or	 the	 fear	 that	 people	 with
hypothyroidism	 should	 reduce	 or	 avoid	 eating	 kale	 or	 other	 cruciferous
vegetables	(a	rumor	circulating	on	the	Internet),	is	unfounded.	Whether	you	have
normal	thyroid	function	or	hypothyroidism,	there	is	no	reason	for	you	to	avoid	or
restrict	 your	 intake	 of	 cruciferous	 vegetables.	 Eating	 cruciferous	 vegetables	 is
not	optional.	They	have	numerous	anticancer	benefits,	a	high	micronutrient-to-
calorie	 ratio,	 and	 are	 associated	 with	 reduced	 risk	 of	 premature	 death.37	 The
effective	 functioning	of	your	 immune	system	depends	on	your	consumption	of
cruciferous	vegetables.	Eat	one	or	 two	servings	of	cruciferous	vegetables	daily
(and	make	some	of	them	raw),	in	the	context	of	a	healthful	variety	of	vegetables,
beans,	 fruit,	 nuts,	 and	 seeds.	And	 be	 sure	 to	 get	 adequate	 iodine,	 too	 (see	 the
answer	to	the	next	question	for	more	on	iodine	supplementation).

What	nutritional	supplements	do	you	recommend	besides	a	 low	dose
of	DHA-EPA?

It	is	wise	to	be	conservative	and	not	take	too	much	of	any	one	nutrient.	For	most
nutrients,	there	is	a	sweet	spot	in	the	middle	between	too	much	and	too	little	that
is	best	for	maximizing	health.	Don’t	forget:	Too	much	of	a	nutrient	can	be	just	as
harmful	 as	 too	 little,	 so	don’t	 take	high	doses	 of	 supplements	 that	 could	drive
your	intake	too	high.	The	exception	to	this	rule	is	vitamin	B12,	a	nutrient	with
no	 apparent	 ill	 effects	 if	 too	 much	 is	 taken.	 A	 diet	 low	 or	 lacking	 in	 animal



products	has	the	risk	of	being	low	in	vitamin	B12	and,	for	many	people,	also	low
in	zinc.

An	adequate	zinc	intake	is	especially	important	for	normal	immune	function.
Absorption	of	zinc,	as	well	as	resistance	to	infection,	can	decrease	with	aging.38
This	 increased	 need	 for	 zinc	 with	 some	 individuals,	 and	 with	 aging,	 can	 be
exacerbated	 if	 a	 person	 eats	 a	 low-calorie,	 vegan,	 or	 near-vegan	 diet.	 That’s
because	 phytic	 acid	 in	 beans,	 seeds,	 and	 nuts	 can	 bind	 zinc,	 reducing	 its
absorption.	 Supplementing	with	 about	 15	milligrams	 daily	 is	 conservative	 and
sensible.

Iodine	 is	 found	 extensively	 in	 seafood	 and	 seaweed	 and	 can	 be	 low	 in	 a
person	 who	 doesn’t	 consume	 iodinated	 salt	 or	 seaweed.	 Some	 people	 add	 a
pinch	of	kelp	to	a	salad	each	day,	which	is	an	effective	way	to	meet	their	iodine
requirements.

Vitamin	 D	 is	 another	 common	 deficiency	 found	 in	 people	 who	 don’t	 get
sufficient	sun	exposure.	The	proper	blood	test	to	assure	optimal	vitamin	D	levels
is	a	25-hydroxy	vitamin	D	test.	Optimal	levels	are	between	30	and	50	mg/dl.

For	 most	 people	 who	 are	 eating	 healthfully	 with	 few	 animal	 products	 to
supply	sufficient	vitamin	B12,	I	recommend	a	supplement	that	contains	adequate
vitamin	D,	vitamin	B12,	vitamin	K2,	zinc,	and	iodine.	In	addition,	I	recommend
an	 algae-derived	 DHA	 and	 EPA	 supplement	 with	 at	 least	 100	 milligrams	 of
DHA.

I	 generally	 suggest	 150	 micrograms	 of	 iodine	 daily,	 and	 100	 micrograms
daily	of	vitamin	B12	for	vegans.	I	also	recommend	confirming	with	a	blood	test
that	vitamin	B12	status	is	adequate	when	a	person	is	older	than	75,	as	absorption
can	decrease	with	 aging.	Methylmalonic	 acid	 and	homocysteine	 could	both	be
elevated	in	response	to	a	vitamin	B12	deficiency.	These	tests	can	be	valuable	in
the	 elderly,	whose	needs	 are	 difficult	 to	 determine	because	 the	B12	blood	 test
can	still	be	in	the	normal	range	even	with	deficiency	present.

I	 do	not	 recommend	 that	 people	 supplement	with	 folic	 acid,	 beta-carotene,
vitamin	A,	and	vitamin	E.	Most	multivitamins	contain	 these	cancer-promoting,
synthetic	vitamins	 that	have	been	demonstrated	to	 increase	 the	rate	of	death.39
The	 increased	 risk	 of	 cancer	 shown	 in	 trials	 examining	 this	 issue	 is	 likely
significantly	underestimated	because	of	 the	 limited	years	 of	 follow-up	 in	most
trials.	 The	 confusion	 and	 confounding	 effects	 are	 especially	 apparent	 when
comparing	 folate	 that	 comes	 from	 real	 food	 to	 folic	 acid	 from	 supplements.
Cancer	evolution	is	a	slow	process,	and	outcomes	twenty	to	thirty	years	later	(or



more)	are	more	accurate	in	determining	risk,	in	contrast	to	a	five-year	analysis,
which	is	worthless	for	evaluating	this	risk.

Since	a	Nutritarian	diet	is	exceedingly	high	in	natural	folate,	and	all	people
eating	healthfully	will	expose	themselves	to	an	optimal	intake	of	folate,	there	is
no	reason	to	incur	the	enhanced	risk	of	taking	synthetic	folic	acid	when	you	are
eating	 relatively	 healthfully.	 Multiple	 studies	 have	 indicated	 that	 folic	 acid
supplements	 place	 users	 at	 higher	 risk	 of	 breast,	 prostate,	 and	 colorectal
cancers.40

In	summary,	I	recommend	the	following	supplements	and	daily	doses:
	

Vitamin	B12:	100–500	mcg
	

Vitamin	D:	1,000–3,000	IU	(depending	on	blood	work)
	

Zinc:	15–30	mg
	

Vitamin	K2:	25–50	mcg
	

Iodine:	150–300	mcg
	

DHA	and	EPA:	200–300	mg

What	is	vitamin	K2?	Do	I	need	both	vitamins	K1	and	K2?

There	 are	 two	 forms	 of	 vitamin	K.	 It	 is	 easy	 to	 get	 enough	 vitamin	K1	 (also
called	phylloquinone)	when	following	a	Nutritarian	diet,	since	it	 is	abundant	in
leafy	 green	 vegetables.	 Kale,	 collard	 greens,	 spinach,	 and	 mustard	 greens	 are
some	of	the	richest	sources	of	K1.	Vitamin	K2	(a	few	different	substances	called
menaquinones),	on	the	other	hand,	is	produced	by	microorganisms	and	is	scarce
in	plant	 foods.	High-K2	foods	 include	dark-meat	chicken,	pork,	and	 fermented
foods	 like	 cheese,	 so	 K2	 is	more	 difficult	 to	 get	 from	 a	 Nutritarian	 diet.	 The
human	 body	 can	 synthesize	 some	 K2	 from	 K1,	 and	 intestinal	 bacteria	 can
produce	some	K2,	but	these	are	very	small	amounts.41

Studies	report	that	a	causative	factor	of	the	low	incidence	of	hip	fracture	in
Japan	was	 from	natto,	 a	 fermented	 soy	 food	 that	 is	 rich	 in	 vitamin	K2,	 in	 the



diet.	 Following	 this	 observation,	 several	 studies	 found	 supplementation	 with
vitamin	K2	 to	 be	 particularly	 effective	 at	 improving	 bone	 health.	A	 review	of
randomized	controlled	trials	found	that	vitamin	K2	reduced	both	bone	loss	and
the	risk	of	fractures:	vertebral	fracture	by	60	percent,	hip	fracture	by	77	percent,
and	 all	 nonvertebral	 fractures	 by	 81	 percent.	 In	 women	 who	 already	 had
osteoporosis,	 K2	 supplementation	 was	 shown	 to	 reduce	 the	 risk	 of	 fracture,
reduce	bone	loss,	and	increase	bone	mineral	density.42

A	vitamin	K–dependent	protein	binds	up	calcium	to	protect	the	soft	tissues,
including	 the	 arteries,	 from	 calcification.	 Vitamin	 K2	 in	 particular	 helps	 to
prevent	the	artery	wall	from	stiffening	and	to	maintain	its	elasticity.	Higher	K2
intake	 has	 been	 linked	 with	 a	 lower	 likelihood	 of	 coronary	 calcification;
however,	the	same	association	was	not	found	for	K1.43

Coronary	 artery	 calcification	 is	 a	 predictor	 of	 cardiovascular	 events,	 as	 is
arterial	 stiffness.	 In	 2004,	 the	Rotterdam	Study	 revealed	 that	 increased	 dietary
intake	of	vitamin	K2	significantly	reduced	the	risk	of	coronary	heart	disease	by
50	percent	as	compared	to	low	dietary	K2	intake.	Similar	results	were	found	in
another	study	conducted	in	2009.44	Furthermore,	a	systematic	review	of	several
studies	 in	 2010	 found	 no	 association	 between	 K1	 intake	 and	 coronary	 heart
disease,	 but	 higher	 K2	 intake	 was	 associated	 with	 lower	 risk.45	 Therefore,
taking	 in	 supplemental	 vitamin	 K2,	 in	 addition	 to	 the	 vitamin	 K1	 you	 get	 in
eating	 vegetation,	 is	 likely	 beneficial	 to	 help	 protect	 against	 vascular
calcification.

Should	I	take	natural	cholesterol-lowering	supplements?

Plant	 sterols	 (also	 known	 as	phytosterols)	 are	 another	 supplemental	 option	 for
people	who	 are	 eating	 ideally	 and	whose	 cholesterol	 is	 still	 unfavorable.	Plant
sterols	are	 the	plant	version	of	cholesterol.	Plant	 cell	membranes	contain	plant
sterols,	and	animal	cell	membranes	contain	cholesterol.	We	produce	cholesterol
in	the	liver	and	consume	some	in	animal-based	foods.	Plant	sterols	are	naturally
present	 in	 plant	 foods	 and	 are	 structurally	 similar	 to	 cholesterol.	 They	 serve
functions	 in	 plant	 cell	 membranes	 that	 are	 similar	 to	 those	 of	 cholesterol	 in
animal	cell	membranes.

Plant	sterols	naturally	occur	 in	a	range	of	plant	sources	such	as	vegetables,
beans,	grains,	seeds,	and	nuts.	The	richest	whole-food	sources	of	plant	sterols	are
pistachio	nuts,	Mediterranean	pine	nuts	and	sunflower	seeds.	They	are	followed



by	cashews,	split	peas,	kidney	beans,	almonds,	and	other	nuts.
When	 we	 consume	 plant	 sterols,	 these	 substances	 appear	 similar	 to

cholesterol	to	the	cells	lining	the	small	intestine.	This	allows	the	plant	sterols	to
bind	to	the	sites	on	those	small	 intestine	cells	 that	cholesterol	would	bind	to	in
order	to	be	absorbed.	This	is	one	way	that	plant	sterols	block	the	absorption	of
cholesterol	from	food	and	also	block	the	reabsorption	of	cholesterol	produced	by
the	 liver,	 which	 lowers	 cholesterol	 levels.	 More	 than	 forty	 human	 trials	 have
collectively	shown	that	plant	sterol	supplements	can	safely	reduce	LDL	levels	by
up	 to	 15	 percent.46	 Plant	 sterols	 have	 long	 been	 recognized,	 and	 are	 FDA-
approved,	 for	 their	 capacity	 to	 reduce	 LDL	 cholesterol.	 No	 negative	 health
effects	were	reported	in	these	studies.

Plant	 sterols	 are	 one	 of	 the	many	 components	 of	 a	 healthful	 diet	 based	 on
whole	 plant	 foods	 that	 keep	 cholesterol	 levels	 in	 check.	 For	 people	who	 have
difficulty	getting	their	LDL	cholesterol	levels	into	a	favorable	range,	plant	sterol
supplements	 are	 a	 safe	 and	 mildly	 effective	 additional	 choice.	 In	 addition	 to
cholesterol-lowering	 effects,	 plant	 sterols	 have	 also	 been	 shown	 to	 have
anticancer,	anti-inflammatory,	antiatherogenic,	and	antioxidant	activities.47

Observational	studies	have	shown	that	higher	plant	sterol	intake	is	associated
with	 a	 lower	 risk	 of	 cancers	 of	 the	 lung,	 esophagus,	 stomach,	 and	 breast.48
Additionally,	dietary	plant	 sterols	 are	 reported	 to	play	a	protective,	 therapeutic
role	 in	 benign	 prostatic	 hypertrophy	 (enlarged	 prostate),	 a	 common	 medical
condition	 in	 older	 men.49	 Clinical	 symptoms	 of	 this	 condition	 have	 been
improved	by	plant	sterol	supplementation.

Most	people,	even	those	with	a	history	of	high	cholesterol	 in	 the	past,	who
are	following	the	Nutritarian	diet-style	would	not	require	additional	plant	sterols
because	 the	 diet	 is	 already	 so	 effective	 at	 lowering	 cholesterol,	 and	 the	 sterol
exposure	from	the	beans	and	nuts	is	adequate.

Red	 yeast	 rice	 is	 also	 effective	 at	 lowering	 cholesterol,	 though	 I	 rarely
recommend	it	because	it	has	the	same	active	ingredient,	and	same	potential	for
side	 effects,	 as	 low-dose	 statin	 drugs.	 It	 is	 like	 a	 baby	 statin,	 and	 the	 active
ingredient	and	strength	can	vary	from	brand	to	brand.

What	do	you	say	to	someone	who	insists	that	the	Nutritarian	diet-style
is	too	radical,	despite	its	effectiveness?	What	do	you	say	to	someone
who	says	they	would	rather	die	younger,	if	need	be,	to	enjoy	life	more



and	eat	without	restrictions?

I	say:	I	hope	you	live	close	to	a	good	hospital—because	you’ll	need	it.
Seriously,	those	comments	reflect	a	personal	ignorance	about	the	relationship

between	 food	preferences	 and	pleasure.	The	 first	 thing	 to	keep	 in	mind	 is	 that
eating	 healthfully	 does	 not	 result	 in	 reduced	 pleasure	 in	 life	 or	 even	 reduced
pleasure	from	eating.	That	is	a	complete	myth,	spoken	by	someone	whose	eating
behavior	is	likely	driven	by	food	addiction.

Taste	 preferences	 are	 not	 fixed;	 they	 can,	 and	 do,	 change.	 The	main	 issue
here	 is	 that	your	 taste	gets	more	sensitive	as	you	get	healthier	and	as	you	stop
eating	concentrated	sweets	and	highly	salted	foods.	Starting	at	three	weeks	and
generally	within	 three	 to	 six	months,	 you	will	 likely	 enjoy	 the	 new	 foods	 and
new	 recipes	 as	 much	 or	 more	 compared	 with	 your	 old	 diet.	 That	 was	 the
overwhelming	consensus	of	more	 than	 seven	hundred	people	who	were	polled
after	they	had	eaten	a	Nutritarian	diet	for	a	minimum	of	six	months.50	It	 takes
some	time	for	this	shift	to	occur	and	for	the	drive	to	consume	unhealthy	foods	to
lessen—but	the	change	will	happen.

Certainly,	I	respect	the	right	of	all	individuals	to	run	their	lives	the	way	they
see	fit,	and	to	live	within	their	own	risk	tolerance.	However,	since	conventional
food	is	so	addictive	and	unhealthy,	many	people	feel	that	the	addiction	controls
them	 and	 that	 they	 can’t	 live	 without	 those	 health-destroying	 foods.	 But	 that
furtive	 love	affair	quickly	dissipates	 after	 the	 lovers	have	been	 separated	 for	 a
few	months.	In	fact,	with	time,	many	food	addicts	are	pleasantly	surprised	how
good	they	feel	and	how	easy	it	was	to	give	up	their	previous	comfort	foods.

My	 experience	 is	 that	 most	 people	 are	 in	 denial	 about	 the	 true	 risks
associated	with	their	preferred	eating	style.	As	much	as	they	resist	altering	their
unhealthy	diet,	 they	often	quickly	change	their	minds	once	they	have	their	first
serious	health	incident,	such	as	a	heart	attack	or	cancer	diagnosis.	At	that	point,
they	curse	their	former	choices	and	wish	they	had	made	better	ones.	Think	about
that	for	a	minute:	How	would	the	future	you	want	you	to	eat?

My	goal	and	expectation	is	not	to	change	the	diet	of	all	Americans,	or	even
the	 majority.	 Most	 people	 will	 not	 change	 their	 fixed	 beliefs	 about	 food,	 no
matter	 how	 overwhelming	 the	 evidence—and	 there	 are	 too	 many	 commercial
interests	and	naysayers	to	support	their	desire	to	eat	the	way	they	want.

I	 believe	 that	 I	 have	 a	 responsibility—and	 this	 is	 a	 responsibility	 that	 all
good	physicians	 share—to	properly	 educate	my	patients	 and	 the	 public	 and	 to
provide	them	with	the	information	they	need	to	make	the	right	choices.	Then	it	is



up	 to	 them.	 The	 problem	 is	 that	 most	 people	 are	 not	 informed	 or	 educated
enough	about	this	issue.

Remember,	when	you	are	deciding	to	jump	on	board	with	either	60	percent
of	my	advice	or	with	100	percent,	 be	 aware	 that	 if	 you	 continue	 to	 eat	 highly
flavored,	 sweetened,	 calorically	 concentrated,	 unhealthy	 foods	 often,	 you	 will
continue	 to	 crave	 them.	 You	 will	 not	 be	 able	 to	 get	 the	 full	 pleasure	 that	 is
possible	from	eating	a	Nutritarian	diet.

So	many	 people	 have	 reported	 that	 it	 is	much	 easier	 to	 embrace	 this	 diet-
style	100	percent.	This	allows	your	addictions	to	fade	away	and	gives	your	taste
buds	 the	ability	 to	 reach	 their	 full	potential.	 It	 takes	 time	 to	 learn	how	to	cook
delicious	food	fitting	these	guidelines.	But	remember,	when	it	comes	to	almost
anything	 you	 enjoy	 eating	 that	 is	 destructive	 to	 your	 health,	 you’ll	 find	 that	 a
Nutritarian	version	of	that	same	food	tastes	just	as	good,	or	better.	And	the	bonus
is	that	the	Nutritarian	version	is	healthful	as	well	as	delicious.

For	 example,	 if	 you’re	 afraid	 of	 giving	 up	 ice	 cream,	 try	 a	 Vanilla	 or
Chocolate	Nice	Cream	(Chapter	9),	made	with	walnuts,	bananas,	nondairy	milk,
and	dates.	You	will	be	amazed	at	the	flavor.	Are	you	afraid	you’ll	miss	a	burger
barbecue	 on	 July	 4th?	 Try	 one	 of	 my	 Black	 Bean	 (a	 hint	 of	 turkey	 or	 meat
added,	 optional)	Burgers	made	with	mushrooms,	 rolled	 oats,	 and	 black	 beans.
Then	after	barbecuing	those,	you	can	use	a	pita	pocket	(or	slice	both	sides	of	a
whole	grain	bun	in	half	so	you	use	half	the	bread)	and	pile	on	thinly	sliced	red
onion,	 sliced	 tomato,	 and	 some	 low-sugar,	 low-salt	 ketchup.	 You’ll	 be
astonished	to	discover	that	this	tastes	better	than	a	whole	beef	burger!

My	books	 and	website	 offer	 you	 thousands	 of	 creatively	 delicious	 recipes.
Even	a	growing	number	of	 excellent	 restaurants	 specialize	 in	Nutritarian	 food.
There	 is	 no	 reason	why	healthy	 food	has	 to	 take	 a	 backseat	when	 it	 comes	 to
taste.	My	experience	is	that	this	way	of	eating	is	the	tastiest	and	most	enjoyable
way	 to	 eat.	Many	other	people	 agree,	 once	 their	 palates	 adjust	 to	 enjoying	 the
taste	 of	 delicious	whole	 foods.	 I	 focus	more	 on	 breaking	 food	 addictions	 and
helping	people	who	are	struggling	with	obstacles	to	dietary	change	in	my	book
The	End	of	Dieting.

For	decades	I	have	seen	and	experienced	 that	 the	Nutritarian	diet	 is	simply
the	healthiest	and	most	delicious	way	to	enjoy	 life.	What	you	eat	affects	every
part	of	your	 life,	 and	good,	natural	 food	 is	 the	best	way	 to	 thrive	 every	 single
day.	 Those	 of	 us	 who	 eat	 this	 way	 don’t	 wish	 we	 were	 eating	 other	 food.	 I
promise	you:	If	you	follow	this	plan,	you	will	soon	enjoy	and	even	crave	greens,
beans,	berries,	and	seeds	combined	in	creative	dishes.



And	 the	amazing	bonus	 is	 that	 this	diet-style	will	 reverse	disease	and	keep
you	 living	 longer	and	stronger.	Heart	disease,	diabetes,	and	CAD	(and	angina)
are	 not	 the	 inevitable	 consequence	 of	 aging.	 They	 are	 the	 direct	 result	 of	 bad
dietary	choices.

The	solution	is	not	at	the	doctor’s	office,	at	the	pharmacy,	or	in	the	operating
room;	it	is	in	your	hands,	and	I	hope	these	pages	have	helped	make	this	clear.

Now	that	you	know	the	facts,	let’s	get	to	it!	You	can	stop	this	No.	1	killer—
from	affecting	you	and	your	loved	ones.



A	Letter	of	Promise

DEAR	READER,
Thank	 you	 for	 reading	 this	 book.	 It	 does	 not	 merely	 represent	 years	 of

research	and	writing,	but	also	decades	of	working	with	people	who	have	serious
illnesses	and	are	fighting	to	save	their	lives.	At	times,	this	fight	was	carried	on
despite	 their	 own	 internal	 conflicts	 and	 the	opposition	 they	may	have	 faced	 in
their	surrounding	sphere	of	influence—their	friends,	family,	and	co-workers.

The	problem	of	the	standard	American	diet	(SAD)	affects	all	of	us.	I	am	sure
that	heart	attacks	and	strokes	have	happened	needlessly	in	your	family	and	have
had	 a	 devastating	 effect	 on	 you	 and	 your	 loved	 ones.	 I	 have	 certainly
experienced	 this	 pain	 within	 my	 own	 family.	My	 hope	 is	 that	 once	 you	 read
these	pages,	you	will	have	the	in-depth	knowledge	you	need	to	protect	yourself
and	those	you	care	about.	We	can	all	work	together	to	save	millions	of	lives	and
bring	health	back	to	our	suffering	population.

I	am	grateful	to	have	earned	your	trust	and	thereby	have	this	opportunity	to
potentially	have	a	positive	 influence	on	your	 life.	 I	 feel	very	 strongly	 that	 this
message	needs	to	be	widely	known.

Do	 not	 underestimate	 the	 powerful	 economic	 forces	 and	 the	 many
individuals	in	powerful	positions	working	against	this.	The	information	in	these
pages	 smacks	 some	 people	 right	 across	 their	 pocketbooks	 and	 egos	 and	 can
result	 in	 vicious	 responses.	 It	 also	 upsets	 many	 who	 have	 strong	 food
preferences,	 food	 allegiances,	 and	 food	 addictions	 that	 are	 not	 shaken	 by	 any
amount	 of	 facts	 or	 evidence.	 They	 believe	 only	 the	 information	 they	 wish	 to
believe.

Many	will	 attack	 the	 science,	 deny	 the	 consistent	 superior	 results,	 and	 risk
their	lives	by	making	the	very	same	food	choices	that	led	them	to	get	sick	in	the
first	place.	People	who	embrace	the	status	quo	will	experience	the	typical	health
outcomes	 that	 befall	 other	 Americans;	 in	 plain	 terms,	 their	 lives	 become	 a
crapshoot.

Some	will	claim	 that	 this	approach	 is	 too	severe	and	 that	 seeking	excellent



health	 and	 being	 committed	 to	 living	 a	 life	 free	 of	 heart	 attack	 and	 stroke	 is
“crazy”	 or	 “extreme.”	 It’s	 amazing	 that	 suffering	 from	 heart	 attacks,	 living	 in
fear	and	with	disability,	taking	multiple	drugs,	and	having	your	chest	opened	for
bypass	surgery	are	not	considered	extreme,	but	eating	healthfully	is.

There	are	even	 those	who	promote	 the	 idea	 that	people	who	choose	a	 long
life,	 instead	 of	 suffering	 a	 slow,	 premature	 death	 from	 SAD	 food,	 are
“orthorexic”	 (that	 is,	 they	 are	 obsessive	 about	 eating	 healthy	 food).	 This	 is
insane	given	 the	 reality	 that	 the	majority	of	people	 in	 this	country	are	eating	a
diet	that	will	certainly	lead	to	an	early	death.	The	question	of	what	is	“normal”
needs	 to	be	 reconsidered.	Being	 in	 the	majority	 should	not	be	 the	criterion	 for
normalcy;	the	fact	that	the	use	of	alcohol,	cigarettes,	and	drugs	is	so	pervasive	in
our	 society	 is	 a	 good	 example	 of	 this.	 Addiction	 to	 fast	 food,	 commercially
baked	goods,	alcohol,	 and	even	drugs	 is	 the	common	practice;	 such	addictions
are	glorified	and	are	certainly	more	popular	than	healthy	eating.	These	harmful
behaviors	might	be	popular,	but	that	doesn’t	make	them	normal.

Undoubtedly,	 this	 is	an	uphill	battle,	but	we	are	 slowly	winning.	The	most
accurate	and	effective	information	does	not	die.	It	may	be	knocked	down	for	a
while,	but	it	rises	up	and	inevitably	plods	forward.	You	can	expect	those	attacks
to	continue,	but	they	will	never	win.	Butter,	bacon,	meat,	cheese,	chips,	candy,
and	cake	will	never	be	the	secret	to	a	long	life	free	of	heart	disease.

This	 is	 a	 fight	 against	 disease	 that	we	 should	 all	 embrace	 enthusiastically,
together.	Today,	 not	 only	 are	more	people	 adopting	 a	Nutritarian	 lifestyle,	 but
there	 is	 also	 more	 and	 more	 support	 for	 it,	 such	 as	 more	 health	 food	 stores,
prepared	 food	 options,	 health-based	 restaurants,	 and	 even	 Nutritarian	 meal-
delivery	services.	More	information	about	social	connections,	events,	meet-ups,
supportive	 services,	 and	 products	 can	 be	 found	 at	 www.DrFuhrman.com.	My
mission	is	to	help	remove	the	obstacles	to	your	implementing	healthful	living.

I	applaud	every	doctor	who	has	incorporated	nutrition	into	his	or	her	practice
in	a	significant	way.	All	doctors	recognize	that	we	enjoy	our	careers	more	if	we
are	successful	in	helping	people	avoid	discomfort,	get	well,	and	live	longer.	All
people	who	add	more	whole	plant	material	to	their	diet	have	moved	in	the	right
direction,	 and	 all	 people	who	 have	 adopted	 a	 diet,	 even	 if	 it	 is	 not	 one	 that	 I
consider	 ideal,	 still	 have	 done	 something	 positive.	 Something	 is	 better	 than
nothing,	and	at	 the	 least	 they	are	demonstrating	 that	 they	care	about	what	 they
put	 in	 their	 mouths.	 With	 added	 guidance,	 encouragement,	 and	 information,
most	people	will	make	more	changes	in	the	right	direction	and	be	enthused	with
the	results	they	accomplish.



Every	step	in	 the	right	direction	will	 reduce	risk	and	bear	health	dividends.
This	 need	 not	 be	 an	 all-or-nothing	 plan,	 but	 when	 doctors	 ask	 patients	 for
compliance,	they	should	be	aware	that	the	more	they	ask	for,	the	more	they	get;
moderate	 changes	 most	 often	 result	 in	 insignificant	 benefits.	 Moderation	 can
lead	 to	 heart	 attacks	 and	 needless	 death.	 It	 is	much	more	 difficult	 to	 navigate
these	waters	when	a	person	has	one	foot	in	a	stream	moving	north	and	the	other
in	a	stream	moving	south.	And	dabbling	in	dangerous	eating	often	leads	to	more
stress	and	bad	decision-making—it	makes	following	this	program	harder	to	do,
not	easier.

We	 should	 know	about	 the	 potential	 of	 smart	 nutrition	 to	 free	 us	 from	 the
merry-go-round	 of	 more	 treatments	 and	 more	 disease.	 Too	 often,	 I	 have
observed	 doctors	 take	 a	 paternalistic	 view	 and	 decide	 that	 the	 Nutritarian
program	is	too	difficult	or	too	radical	for	a	particular	person	or	population	they
serve.	 However,	 I	 have	 found	 this	 not	 to	 be	 true;	 people	 of	 all	 types—from
different	 educational	 backgrounds,	 ethnicities,	 economic	 groups,	 and
nationalities—have	 embraced	 this	 program	when	 they	understand	 all	 the	 facts.
Every	person	deserves	the	opportunity	to	make	the	choice	for	himself	or	herself.

I	know	that	when	a	knowledgeable	friend,	doctor,	or	health	professional	sees
this	book	in	their	patient’s	hands,	 they	will	be	excited	to	know	that	this	person
will	be	able	 to	achieve	spectacular	results	 in	 improving	his	or	her	health.	They
will	 share	 a	 knowing	 and	 happy	 smile	 with	 that	 patient,	 reflecting	 a	 mutual
desire	to	help	and	wish	the	best	for	each	other.

Smiling	has	 substantial	 physiological	 health	 benefits.	 I	 am	wishing	you	 all
those	smiles	that	radiate	inward,	to	aid	your	health,	and	outward,	to	connect	with
others.	It	brings	a	smile	to	my	face	to	think	that	the	knowledge	in	this	book	will
lead	you	to	a	healthy,	fully	rewarding,	and	most	pleasurable	life.

Yours	in	health,

Joel	Fuhrman,	M.D.
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Physicians	Praise	The	End	of	Heart	Disease

“The	 End	 of	 Heart	 Disease	 is	 the	most	 comprehensive	 and	 valuable	 resource
ever	created	for	patients	with	heart	disease.	Dr.	Fuhrman’s	extensive	review	of
the	research	and	rich	clinical	career	lay	the	foundation	for	true	informed	consent
and	empower	people	to	choose	the	best	treatment	pathway	to	prevent,	suspend,
and	reverse	the	root	causes	of	their	heart	disease.	If	you	have	heart	disease	this
book	is	a	must-read!”

—Scott	Stoll,	M.D.
Author,	Speaker,	Olympian
Co-Founder	Plantrician	Project

“Outside	 of	 emergency	 lifesaving	 surgery,	 I	 have	 never	 seen	 any	 intervention
come	 close	 to	 the	 breadth	 and	 depth	 of	 benefits	 that	 a	 nutrient-dense	 diet
comprised	of	plant	foods	provides.	The	comprehensive	information	supplied	by
this	 book	 will	 empower	 patients	 and	 physicians	 to	 make	 healthier	 lifestyle
choices.	The	End	of	Heart	Disease	may	just	save	your	life.”

—Robert	Ostfeld,	M.D.,	MSc.,	FACC
Director,	Preventive	Cardiology
Associate	Professor	of	Clinical	Medicine
Montefiore	Medical	Center

“What	 distinguishes	 the	 excellent	 medical	 opinion	 from	 the	 mediocre	 is	 the
synthesis	of	 an	 accurate	 analysis	of	 the	 scientific	 literature	with	 sound	clinical
judgment.	Science	alone	is	not	enough.	Regardless	of	their	field	of	expertise,	a
great	doctor	can	separate	the	proverbial	‘wheat	from	the	chaff’	when	it	comes	to
application	of	 the	 continual	 barrage	of	medical	 research	 to	 the	 clinical	 setting.
Dr.	Fuhrman	is	one	of	those	unique	clinicians.	The	gift	Dr.	Fuhrman	has	shared
with	 all	 of	 us,	with	 the	 publication	of	 this	 great	work,	 is	 not	 only	his	 brilliant
evaluation	of	the	medical	literature	but	also	descriptions	of	the	seminal	clinical
work	that	have	helped	him,	and	now	us,	understand	which	nutritional	approaches



actually	work	to	decrease	the	risk	of	heart	disease.”
—Gregory	S.	Weinstein,	M.D.
Professor	and	Vice	Chair
Director,	Division	of	Head	and	Neck	Surgery
Co-Director,	The	Center	for	Head	and	Neck	Cancer
The	Department	of	Otorhinolaryngology:	Head	and	Neck	Surgery
The	University	of	Pennsylvania

“The	End	of	Heart	Disease	means	exactly	what	 it	 says.	This	empowering	plan
will	 protect	 and	 strengthen	 your	 heart	 and	 transform	 your	 overall	 health.	 Dr.
Fuhrman	 draws	 on	 a	 wealth	 of	 experience	 to	 present	 everything	 you	 need	 to
know	 and	 answers	 your	 questions	 along	 the	 way.	 I	 have	 often	 relied	 on	 Dr.
Fuhrman’s	wisdom,	and	now	you	can	too.”

—Neal	D.	Barnard,	M.D.,	FACC
Associate	 Professor	 of	Medicine,	George	Washington	University	 School
of	Medicine

President,	Physicians	Committee	for	Responsible	Medicine

“For	more	 than	 a	 quarter	 century	 I	 have	 battled	 heart	 disease	 in	 the	 cath	 lab,
watching	young	people	suffer	and	even	die.	No	more!	The	End	of	Heart	Disease
lays	 out	 the	 science	 and	 steps	 to	 prevent	 and	 reverse	 the	 epidemic	 of	 heart
disease.	This	must-read	book	will	be	required	for	every	one	of	my	patients	and
family.	The	End	of	Heart	Disease	has	taken	a	giant	leap	forward	with	the	plan.”

—Joel	Kahn,	M.D.
Kahn	Center	for	Cardiac	Longevity
Professor	of	Medicine
Author	of	The	Whole	Heart	Solution

“The	 End	 of	 Heart	 Disease	 explains	 the	 downsides	 of	 conventional	 medical
approaches	 in	 treating	 heart	 disease	 and	 evaluates	 the	 most	 effective	 diets
designed	 to	 promote	 heart	 health.	 This	 well-crafted	 book	 uses	 evidence-based
science	to	clear	some	of	the	misconception	that	media	generates	about	nutrition,
and	to	describe	easy-to-do	lifestyle	changes	that	everyone	should	make	to	regain
a	healthy	heart	as	well	as	adding	longer	and	better-quality	years	of	life.”

—Naila	Khalaf,	M.D.,	Ph.D.,	M.P.H.,	M.Arch,
Kaiser	Permanente,	Los	Angeles	Medical	Center

“Today’s	 standard	 diet	 has	 resulted	 in	 an	 epidemic	 of	 coronary	 artery	 disease,



obesity,	 and	 hypertension.	Medications	 do	 not	 address	 the	 root	 cause	 of	 these
diseases.	Dr.	Fuhrman’s	Nutritarian	diet-style	is	a	natural	human	diet	that	leads
to	 health	 optimization	 and	 reversal	 of	 many	 diseases.	 In	 his	 latest	 book	 Dr.
Fuhrman	demonstrates	an	evidence-based	approach,	demonstrating	the	multiple
cardiovascular	benefits	of	 this	whole-food,	high-nutrient,	plant-rich	diet.	 If	one
day	 this	 becomes	 the	 mainstream	 way	 of	 eating,	 society	 will	 become	 way
healthier,	happier,	safer,	and	more	productive!”

—Aram	Shahparaki,	M.D.,	FRCPC
Internal	Medicine

“A	well-aimed	 shot	 across	 the	medical	 bow	 of	 a	 system	 that	 swallows	 up	 84
percent	of	our	national	medical	budget	mostly	on	managing	the	symptoms	of	our
common	chronic	disease	with	pills	and	procedures	without	effecting	a	cure.	It’s
a	shot	that	needs	to	be	heard	around	the	world,	to	empower	people	everywhere
to	 better	 understand	 Dr.	 Fuhrman’s	 NDPR	 (Nutrient-Dense,	 Plant-Rich)	 diet,
largely	consisting	of	‘foods	as	grown’	as	a	safe	and	proven	reversal	strategy	for
heart	 disease	 and	 other	 lifestyle-related	 chronic	 diseases,	 where	 benefits	 often
begin	to	show	up	within	weeks,	as	published	in	peer-reviewed	medical	journals.”

—Hans	Diehl,	Dr.H.Sc.,	M.P.H.,	FACN
Bestselling	Author
Founder	of	the	CHIP	program	and	the	Lifestyle	Medicine	Institute
Clinical	 Professor	 of	 Preventative	 Medicine,	 Loma	 Linda	 School	 of
Medicine

“The	End	of	Heart	Disease	is	a	must-read	for	all	physicians	and	medical	students
as	well	 as	 for	 anyone	with	a	heart	who	wants	 it	 to	 continue	beating!	Fuhrman
shares	 the	extensive	knowledge	he	has	gained	via	 thorough	 research	and	more
than	 twenty-five	 years	 of	 helping	 patients	 reverse	 their	 disease	 processes.	 It’s
brilliant!”

—Amanda	McKinney,	M.D.,	CPE
Fellow	 ACOG,	 Director	 of	 Lifestyle	 Medicine,	 Beatrice	 Community
Hospital

“On	page	one,	Dr.	Fuhrman	makes	the	bold	claim	that	 this	nutritional	program
can	make	it	almost	impossible	for	you	to	have	a	heart	attack.	He	then	backs	that
claim	 with	 science.	 The	 facts	 are	 there;	 the	 choice	 is	 yours.	 A	 must-read	 for
anyone	interested	in	their	heart	health.”

—Larry	Antonucci,	M.D.,	M.B.A.



Chief	Operating	Officer,	Lee	Memorial	Health	System

“This	book	by	Dr.	Fuhrman	is	probably	his	best	iteration	and	I	see	it	as	a	game
changer.	I	cannot	overstate	the	importance	of	following	his	recommendations	to
the	 letter.	Besides	my	experience	using	Dr.	Fuhrman’s	methods	on	myself	and
with	my	patients,	I	have	been	reading	hundreds	of	books	by	experts	on	the	topic,
but	 every	 time	 I	 read	 one	 of	 Dr.	 Fuhrman’s	 books	 I	 find	 myself	 in	 awe	 and
blown	 away	 once	 again	 by	 his	 honesty	 on	 one	 hand	 and	 his	 perseverance	 to
leave	a	Fuhrmanian	legacy	that	lingers	on	and	on	for	generations	to	come.	Spare
yourself	the	platitudes	of	many	other	nutrition	books	and	read	the	real	thing!”

—Basim	Ayoub,	M.D.
Hospitalist	CMC–Union	NC
Stroke	Department	Program	Co-Director

“Dr.	Fuhrman’s	book	discusses	a	powerful,	scientifically	documented	approach
for	 both	 preventing	 and	 reversing	 heart	 disease	 and	 diabetes.	 This	 book	 is	 a
must-read	for	both	doctors	and	the	public	since	Dr.	Fuhrman	gives	hope,	twenty-
five	years	of	clinical	proof,	and	scientific	validity.	This	inspiring	book	can	save
lives!”

—Roopa	Chari,	M.D.
Medical	Director,	Chari	Center	of	Health

“Are	 you	 truly	 committed	 to	 the	most	 effective	 dietary	 change	 to	 lower	 your
cholesterol,	 blood	 pressure	 and	 reduce	 your	 risk	 from	 heart	 disease?	 Dr.
Fuhrman’s	 carefully	 researched	 book	 can	 serve	 as	 a	 guidepost	 to	 a	 natural
(nutritional)	lifestyle	to	help	achieve	your	goal.”

—Austin	 “Ken”	 Kutscher,	 M.D.,	 Fellow	 of	 the	 American	 College	 of
Cardiology

Associate	Clinical	Professor
Department	of	Internal	Medicine
Robert	Wood	Johnson	University	of	Medicine

“I	am	honored	to	support	Dr.	Fuhrman’s	latest	teachings	and	his	expertise	in	the
area	 of	 heart	 disease,	 which	 focuses	 on	 prevention	 as	 well	 as	 a	 treatment
approach	 that	 encourages	 patients	 and	 health	 care	 providers	 alike	 with	 the
knowledge	that	heart	disease	IS	reversible.	His	focus	on	eating	(the	right	foods)
to	live	a	healthy	life	is	spot	on!	As	the	title	of	his	latest	book	states,	we	should
plan	to	prevent	heart	disease;	and	when	the	disease	does	occur,	Dr.	Fuhrman’s



“Nutritarian”	approach	to	healthy	eating	helps	each	individual	reverse	his	or	her
disease	and	look	forward	to	a	more	functional	and	fulfilling	future.	I	discuss	Dr.
Fuhrman’s	 medical	 approach	 to	 heart	 disease	 with	 my	 patients	 and	 also	 with
many	 other	 physicians	 knowing	 that	 laypeople	 and	 health	 care	 providers	 also
need	more	education	in	the	area	of	nutrition.	The	information	in	Dr.	Fuhrman’s
series	of	books	develops	a	nutritional	 foundational	and	a	practical	way	 to	deal
with	the	number	one	killer	in	the	USA.	Dr.	Fuhrman	gives	us	hope	that	we	can
(and	will)	win	the	war	against	heart	disease.	Thank	you,	Dr.	Fuhrman,	for	being
a	champion	for	healthy	living!”

—Sal	Lacagnina,	D.O.
Fort	Myers,	Florida

“Once	again,	Joel	Fuhrman	has	hit	the	mark.	His	‘Nutritarian’	diet	is	supported
by	clinical	evidence	and	illustrated	with	clear	charts,	graphs,	and	recipes.	Many
people	could	reduce	their	risk	of	both	systemic	and	eye	diseases	by	adhering	to
this	diet.”

—Joshua	L.	Dunaief,	M.D.,	Ph.D.
Adele	Niessen	Professor	of	Ophthalmology
Perelman	School	of	Medicine,	University	of	Pennsylvania

“Dr.	Fuhrman’s	latest	text	advises	us	on	a	program	to	achieve	recovery	for	even
those	with	advanced	heart	disease.	He	reviews	the	complete	body	of	science	that
supports	 his	 twenty-five	 years	 of	 clinical	 achievements	 demonstrated	 by	 those
following	 his	 nutritional	 protocol.	 He	 logically	 evaluates	 the	 most	 common
nutritional	recommendations	to	prevent	and	reverse	heart	disease	and	clearly	and
comprehensively	addresses	proper	exercise,	weight	reduction,	impact	of	alcohol,
tobacco,	and	medications	such	as	statins,	anticoagulants,	and	anti-hypertensives.
A	key	conclusion	is	that:	‘Every	step	in	the	right	direction	will	reduce	risk	and
bear	 health	 dividends.’	 Even	 for	 those	 reluctant	 to	 be	 a	 convert	 to	 the
‘Nutritarian’	standard	of	 living,	 reflection	on	his	accomplishments	 to	date	may
induce	beneficial	changes	in	how	a	reader	lives.”

—Eli	A.	Friedman,	M.D.,	M.A.C.P.,	F.R.C.P.
Distinguished	Teaching	Professor	of	Medicine
SUNY,	Downstate	Medical	Center

“The	single	biggest	killer	across	the	globe,	heart	disease,	is	almost	100	percent
preventable	and	very	often	reversible.	In	the	End	of	Heart	Disease,	Dr.	Fuhrman
lays	 out	 the	 science	 of	 ending	 and	 reversing	 heart	 disease	 using	 the	 most



powerful	 drug	 on	 the	 planet:	 food.	A	whole	 foods,	 predominately	 plant	 based
diet	works	faster,	better,	and	is	cheaper	than	any	currently	available	treatments	to
prevent	 and	 reverse	 heart	 disease.	 Dr.	 Fuhrman	 cuts	 through	 the	 noise	 and
provides	a	clear	path	to	health	for	millions.	If	you	have	a	heart,	read	this	book!”

—Mark	Hyman,	M.D.
Director,	Cleveland	Clinic	Center	for	Functional	Medicine
Author	of	the	New	York	Times	bestseller	Eat	Fat	Get	Thin

“It’s	not	 if,	 it’s	when	 .	 .	 .	when	your	heart	disease	will	 reverse	 is	quite	simply
whenever	you	start	this	diet!”

—Alona	Pulde,	M.D.,	and	Matthew	Lederman,	M.D.
Transition	To	Health	Medical	&	Wellness	Center

“Another	brilliant	book	by	Dr.	Fuhrman	calling	patients	and	doctors	alike	to	end
heart	 disease	 by	 following	 a	 Nutritarian	 diet.	 He	 identifies	 the	 biochemical
mechanisms	by	which	plants	 in	 their	whole	form	can	reverse	heart	disease	and
how	 animal	 saturated	 fat	 and	 protein	 promote	 inflammation	 and	 vascular
disease.	This	is	a	great	read	for	all	those	wishing	to	promote	health	in	themselves
and	their	patients.	Thank	you,	Dr.	Fuhrman.”

—Jaimela	Dulaney,	M.D.,	FACC
Cardiologist	and	Nutritional	Educator

“As	an	orthopedic	surgeon,	I	look	for	evidence-based	treatments,	results	that	can
stand	up	to	the	scrutiny	of	research.	I	also	know	that	replacing	a	joint	or	fixing
tears	and	strains	is	only	half	the	equation.	Healthy	people	make	healthy	patients.
Dr.	Fuhrman’s	nutrient-rich	diet	and	lifestyle	approach	changes	lives,	something
I	have	witnessed	time	and	again	in	my	practice	as	well	as	in	the	health	and	well-
being	of	my	 family	 and	 friends.	His	 program	 is	 solid	 science	 and	 should	be	 a
mainstay	of	preventative	care	for	the	young	and	old.”

—George	Tischenko,	M.D.
Muir	Orthopaedic	Specialists

“Dr.	 Fuhrman	 has	 written	 a	 Magnum	 Opus	 about	 nutrition	 and	 the	 heart!!
Reading	 this	 book	 and	 following	 the	 dietary	 recommendations	 with	 delicious
recipes	he	prescribes	may	save	your	life!!”

—Jill	R.	Baron,	M.D.
Integrative	and	Functional	Medicine	Physician



“Dr.	Fuhrman’s	twenty-five	years	of	clinical	experience,	extensive	research,	and
knowledge	of	nutrition	has	resulted	 in	 this	book,	which	outlines	an	eating	plan
that	 will	 make	 patients	 not	 just	 survive,	 but	 thrive.	 Side	 effects	 of	 this	 diet
include	 reduction/elimination	 of	medication,	 cancer	 prevention,	 loss	 of	 excess
weight,	 improved	 immunity,	 more	 stable	 blood	 sugars,	 and	 increased
brainpower.

“What	drug	can	claim	this?	Dr.	Fuhrman	includes	his	tastiest	and	time-tested
recipes	 that	will	make	anyone	want	 to	 try	 this	way	of	eating.	Dr.	Fuhrman	has
published	multiple	peer-reviewed	articles	in	medicine	journals,	and	this	book	is	a
synthesis	of	his	research	findings.	This	approach	will	be	useful	not	only	for	heart
disease,	 but	 for	 any	medical	 condition	 for	which	 lifestyle	 changes	 are	 helpful.
The	 book	 is	 not	 only	 scattered	 with	 real	 clinical	 anecdotes	 that	 can	 inspire
people,	 but	 also	 heavily	 referenced	 with	 the	 latest	 studies	 to	 back	 up	 all	 his
advice	and	satisfy	any	health	professional	or	scientist.”

—Ashwani	Garg,	M.D.
Family	Physician	and	Lifestyle	Medicine	Specialist

“A	MUST-read	for	everyone	wanting	to	be	truly	informed	of	their	options	to	not
only	treat	but	 to	REVERSE	heart	disease	and	its	risk	factors.	Dr.	Fuhrman	has
no	ulterior	motive—he	simply	summarizes	the	evidence	in	a	thorough	yet	easy-
to-read	fashion.	At	the	same	time,	he	dispels	many	of	the	mistruths	about	healthy
eating.	This	book	is	a	game	changer!”

—Arvinpal	Singh,	M.D.
Medical	Director,	Emory	Bariatric	Center–Atlanta,	GA
Diplomate,	American	Board	of	Obesity	Medicine

“When	 it	 comes	 to	 protecting	 your	 heart	 and	 melting	 away	 plaque	 in	 your
arteries,	you	will	not	find	better	guidance	than	The	End	of	Heart	Disease.	With
solid	 science,	 clear	 explanations,	 and	 inspiring	 real-life	 case	 studies,	 Dr.
Fuhrman	 cuts	 through	 nutritional	 (and	medical)	 nonsense	 to	 reveal	 a	 practical
plan	for	avoiding	heart	attacks,	stents,	and	bypasses,	naturally	and	forever.	‘Let
food	be	your	medicine’	was	never	more	effectively	(and	deliciously!)	presented
than	in	The	End	of	Heart	Disease—Hippocrates	would	be	proud!”

—Michael	Klaper,	M.D.
Physician,	True	North	Health	Center,	Santa	Rosa,	CA

“Easy	 to	 read.	Clearly	 explains	why	 and	 how	 to	 implement	 this	 health-saving
strategy.	Being	open	to	this	simpler	lifestyle	has	allowed	my	patients	and	me	to



decrease	medication	dependence.”
—Romeo	A.	Caballes	Jr.,	M.D.
Internal	Medicine

“Dr.	Fuhrman	is	able	to	shine	a	light	on	the	true	role	of	food	in	our	lives,	which
is	 to	 sustain	 us,	 keep	 us	 healthy,	 and	 not	 to	 promote	 disease.	 He	 puts	 into
perspective	the	role	of	vegetarian	diets,	fats,	and	meats,	and	how	to	best	nourish
ourselves	 to	 optimal	 health.	 His	 diet	 program	 is	 about	 achieving	 success	 and
balance	and,	in	doing	so,	finding	the	best	way	to	prevent	the	incidence	of	heart
disease.	Simply	said,	food	is	medicine,	and	in	this	book,	Dr.	Fuhrman	provides
us	with	a	perfect	prescription.”

—Suzanne	Steinbaum,	D.O.,	Fellow	of	the	American	College	of	Cardiology
Director,	Women’s	Heart	Health
Heart	and	Vascular	Institute,	Lenox	Hill	Hospital

“Dr.	Fuhrman	has	done	 it	Again!	Years	ago,	when	I	 first	heard	of	him	and	his
book	Eat	 to	 Live,	 I	 assumed	 he	 was	 a	 quack	 because	most	 diet	 and	 nutrition
books	were	fluff	and	full	of	inaccuracies.	With	my	scientific	background,	I	read
that	book	very	critically	and	looked	up	multiple	sources	referenced	by	it	in	order
to	 evaluate	 whether	 he	 had	 correctly	 interpreted	 the	 original	 studies.	 I	 fully
expected	 to	 ‘bust	 him’	 as	 inaccurate	 and	 was	 pleasantly	 surprised	 by	 his
astounding	 ability	 to	 take	 very	 complex	 scientific	 studies	 and	 interpret	 them
down	into	 layman’s	 terms	without	oversimplifying,	and	without	 losing	 the	real
meaning	behind	the	findings.	Once	again,	Dr.	Fuhrman	has	taken	a	huge	amount
of	scientific	information	and	made	it	accessible	to	the	layperson,	and	done	it	in
such	 a	 way	 that	 they	 can	 apply	 this	 knowledge	 (including	 recipes)	 and	make
monumental	improvements	in	their	overall	health	and,	more	specifically,	in	most
cases	actually	reverse	coronary	artery	disease	and	ischemic	heart	disease,	the	#1
killer	in	America	and	around	the	world!”

—David	Bullock,	MSW,	D.O.,	BCIM
President,	Life	Enhancement	Medicine	and	Rehabilitation
Physical	Medicine	and	Rehabilitation	Specialist

“Finally,	a	scientific	compilation	of	studies	proving	that	food	is	medicine	as	well
as	an	excellent	alternative.	I	have	already	enjoyed	the	success	of	several	of	my
patients	 cutting	 their	 LDL	 cholesterol	 in	 half	 and	 being	 able	 to	 stop	 all
medications	 pertaining	 to	 cholesterol	 and	 hypertension,	 because	 eating	 as	 a
Nutritarian	makes	 sense.	 In	 fact,	 just	 to	 be	 sure	 this	 eating	 plan	was	 doable,	 I



tried	it	myself	and	my	LDL	cholesterol	went	from	120	to	65	in	six	months.”
—Connie	Hahn,	D.O.
Family	Physician

“Dr.	 Fuhrman	 propels	 the	 science	 of	 healthy	 eating	well	 past	 vegan	 and	 even
whole-food	 plant-based	 nutrition	 by	 focusing	 on	 the	 healthiest	 nutrient-dense
foods.	He	clearly	lays	out	how	a	healthy	enough	diet	can	not	only	be	cheaper	and
safer	 than	 pills	 and	 procedures	 for	 heart	 disease	 and	 high	 blood	 pressure	 but,
critically,	more	effective.”

—Michael	Greger,	M.D.,	FACLM
Founder	of	NutritionFacts.org

“As	 a	 physician	 who	 specializes	 in	 heart	 attack	 and	 stroke	 prevention	 via
nutrition	 and	 lifestyle	 medicine,	 having	 such	 a	 thoroughly	 researched,	 well-
organized,	 and	 user-friendly	 guide	 for	my	 clients	will	 be	 truly	 invaluable.	My
only	criticism	is	having	had	 to	wait	 this	 long	for	 it	 to	be	written!	Nothing	will
help	 you	 prevent	 or	 reverse	 cardiovascular	 disease	 more	 powerfully	 than	 the
ideas	 and	 recommendations	 in	 this	 book.	 Thank	 you,	 Dr.	 Fuhrman.	 You	 just
made	my	job	a	whole	lot	easier!!”

—Daniel	Chong,	ND

“Lifestyle	 medicine	 is	 the	 most	 important	 and	 fastest-growing	 trend	 in	 health
care	today.	In	this	important	book,	Dr.	Joel	Fuhrman	describes	why.”

—Dean	Ornish,	M.D.
Founder	and	President,	Preventive	Medicine	Research	Institute
Clinical	Professor	of	Medicine,	UCSF
Author	of	Dr.	Dean	Ornish’s	Program	 for	Reversing	Heart	Disease	 and
The	Spectrum

“In	The	End	of	Heart	Disease,	Dr.	Fuhrman	points	us	toward	a	solid,	scientific
path	 for	 dealing	 with	 heart	 disease	 by	 treating	 its	 cause	 with	 nutritional
excellence.	In	the	light	of	current	science,	the	old	approach	focused	on	pills	and
procedures	 is	 not	 only	 outrageously	 expensive	 for	 little	 benefit	 for	 most,	 but
antiquated,	 and	 now	 constitutes	 malpractice.	 It	 is	 my	 hope	 that	 many	 will
experience	a	much	more	vibrant	and	longer	life	through	availing	themselves	of
this	more	rational	and	practical	way	of	dealing	with	heart	disease.”

—Marc	Braman,	M.D.,	M.P.H.,	FACLM,	FACPM
President,	Lifestyle	Medicine	Foundation



Former	President,	The	American	College	of	Lifestyle	Medicine
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*	A	Nutritarian	 diet—which	 authors	 of	 a	 2001	 study	 called	 a	 “very	 high	 fiber,	 vegetable,	 fruit,	 and	 nut
diet”33—is	 tremendously	 effective	 at	 lowering	 LDL,	 in	 addition	 to	 changing	 its	 functional	 parameters.
Other	 dietary	 interventions	 have	 not	 been	 as	 effective	 or	 have	 been	 relatively	 ineffective	 at	 lowering
cholesterol.	Not	 only	 did	LDL	 cholesterol	 drop	 a	 33	 percent	 average	 in	 just	 two	weeks,	 but	 a	 favorable
effect	on	triglycerides	was	also	seen.	The	improvement	is	more	significant	than	that	seen	with	cholesterol-
lowering	drugs	in	clinical	application.
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