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The mission of AIS is to improve the health of the com-
munity and the world by setting the standard of excel-
lence of stress management in education, research, clini-
cal care and the workplace. Diverse and inclusive, The
American Institute of Stress educates medical practitio-
ners, scientists, health care professionals and the public;
conducts research; and provides information, training and

techniques to prevent human illness related to stress.

AIS provides a diverse and inclusive environment that
fosters intellectual discovery, creates and transmits inno-
vative knowledge, improves human health, and provides
leadership to the world on stress related topics.
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The American Institute of Stress helps people learn to manage their
stress every single day. We help veterans returning from war find a
sense of normalcy again. We help students who are stressed about
exams, busy schedules and bullies reach their fullest potential. And
we help people like you deal with whatever life throws at you! With
your ongoing support, we will continue to be there providing people

with relief for today and hope for tomorrow.
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“"That men dc
much from the le
is the most importan
lessons history has to

Aldous Huxley



Ask anyone what
causes heart attacks and
the answer is likely to in-
clude an elevated choles-
terol or LDL (bad choles-
terol), which in turn comes
from eating saturated fat.
Although it has been
proven that neither of
these claims is true, they
have been repeated so
many times in articles and
advertisements that they
are accepted as gospel. As
William James, the father
of modern psychology
noted, "There's nothing so
absurd that if you repeat it
often enough, people will
believe it." Joseph Goeb-
bels similarly said, "If you
tell a lie big enough and
keep repeating it, people
will eventually come to be-
lieve it", and used this ef-
fectively in promoting Hit-
ler's propaganda. So how
did these fallacious notions
about fat and cholesterol
start and why have they
been perpetuated for well
over a century?

How The Lipid Theory Of
Coronary Disease Began
And Why It Persists

It all began in 1856
with Rudolf Virchow's dis-
covery of cholesterol de-
posits in atherosclerotic
plaque. Nobody paid much
attention to this until over
a half century later when
there were a series of mys-
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terious deaths in
a Russian battal-
ion during the
war with Ja-
pan. It was £
investigated
by A.I. Ig- .
natowski,
Profes-
sor of
Medi-
cine at ©
the

Imperial Military Medical
Academy in St. Petersburg,
who determined it was due
to a shipment of polluted
meat. To prove this, he fed
tainted meat to rabbits,
and although none died,
autopsies revealed an in-
crease in fatty deposits in
several arteries. He
thought this was consistent
with the theory of Ilya
Mechnikov, a Nobel Prize
recipient, who had previ-
ously proposed that an ex-
cess of dietary protein ac-
celerated hardening of the
arteries and other aspects
of the aging process.

Ignatowski then fed
rabbits a protein rich diet
of meat, egg and milk that
caused cholesterol deposits
reminiscent of atheroscle-
rotic plaque in humans that
seemed to confirm Mech-

nikov's
"protein
toxicity"
theory. He
published his
results in 1909
and they made a
great impression on
Nikolai Anitschkow,
who had just graduated
from the same Military
Medical Academy. He and
Semen Chalatov, who was
still a medical student, de-
cided to develop an animal
model of atherosclerosis in
rabbits. After several ex-
periments, they showed
that simply feeding rabbits
purified cholesterol ob-
tained from egg yolks could
reproduce the identical



changes
Ignatowski
described. In
their 1913 paper,
they reported that
the earliest lesions ap-
peared in the aortic arch
and had vacuolated cells
containing cholesterol.

Although this
seemed to confirm that
atherosclerosis was due to
dietary cholesterol, there
were several inconsisten-
cies. When Virchow de-
scribed atherosclerotic
plaque, he termed it en-
darteritis deformans, to
emphasize that it resulted
from an inflammatory
process that injured the

intimal lining
of arteries,
as follows:

We cannot help
regarding the
process as one
which has arisen
out of irritation of
the parts stimu-
lating them to
new, formative
actions,; so far
therefore it
comes under our
ideas of inflam-
mation, or at
least of those
processes which
are extremely
nearly allied to
inflammation.

In other words, athero-
sclerotic plaque in hu-
mans was a response to
injury or inflammation.
The cholesterol deposits
came later.

With respect to the
studies conducted by Igna-
towski, Anitschkow and

others, since rabbits are
herbivorous, cholesterol
and fats are foreign sub-
stances that evoke a reac-
tion. The cholesterol de-
posits they described did
not show the characteristic
features of atherosclerotic
plaque seen in humans nor
were they found in the
same locations. More im-
portantly, when these ex-
periments were repeated
in laboratory animals that
were carnivores and regu-
larly ate fats containing
cholesterol, no atheroscle-
rotic lesions were pro-
duced. In addition, few
physicians were interested.
Coronary heart disease
was not a major problem
since many people didn't
live long enough to de-
velop, much less die from
it. And since cholesterol is
a large and inert molecule,
it was difficult to under-
stand how it could infil-
trate the inner lining of a
coronary artery to incite
an inflammatory response.

As a result, the high
fat diet —™elevated cho-
lesterol — heart attack
juggernaut did not start
rolling until 60 years ago,
when it was jump started
by Dr. Ancel Keys. Prior to
the 1920s, less than 10%
of all U.S. deaths were due
to heart disease, but by
the 1950's this had esca-
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lated to more than 30%.
At a 1951 UN conference
in Italy, a University of
Naples professor told him
that there was no such
problem in his or nearby
cities. Keys visited Naples
and confirmed that there
was almost no heart dis-
ease in anyone under the
age of 60. The only excep-
tion was a class of wealthy
people who ate meat al-
most daily. The general
population ate pasta,
vegetable and fruit and
only had meat once a
week and their cholesterol
levels were also lower.
Keys decided to investi-
gate the relationship be-
tween fat intake and heart
disease deaths by analyz-
ing statistics from five
other countries. He sum-
marized his results at a

1955 conference with the
following graph.

As can be seen, there is an
almost straight-line corre-
lation between fat intake
and deaths from heart dis-
ease in men. The U.S. had
more than seven times as
many deaths as Japan and
a corresponding increase
in the percent of calories
from fat intake. While
most pronounced in the 55
-59 age group, it was still
present in men ten years
younger. To support his
theory that fat increased
cholesterol levels, which in
turn caused heart disease,
Keys then began a much
larger study of these inter-
relationships in European
and other developed coun-
tries around the world
where such data could be
retrieved. This confirmed
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his prior results with re-
spect to fat intake and
heart disease mortality.

The problem is that al-
though he had data from
22 countries, he only re-
ported the 7 that best sup-
ported his views and disre-
garded the others. Had he
included all the countries
that were available to him,
the results would have
been disastrous. For ex-
ample, the death rate from
heart disease in Finland
was 24 times that of Mex-
ico, even though fat con-
sumption rates in the two
nations were similar. Also
omitted were Sweden,
Germany, France and
Israel, where the higher
the saturated fat and
cholesterol intake, the
lower the incidence of
coronary deaths.

Although critics pointed
this out and their findings
were not disputed, Keys'
Seven Countries Study
made international head-
lines and was heralded as
the solution to heart dis-
ease. World War II K ra-
tions had been named af-
ter him and he was consid-
ered to be such a leading
authority that his views
became official NIH policy.
He was featured on the
cover of Time magazine in
1961, along with a four-
page article hyping his



achievements. Despite
mounting objections by nu-
merous world-renowned
experts, there was only
one sentence that acknowl-
edged Keys' dietary advice
was "still questioned by
some researchers."

As a result, the
American Heart Association
concluded in 1957 that the
evidence that dietary fat
correlates with heart dis-
ease "does not stand up to
critical examination." How-
ever, they completely re-
versed this opinion in 1960
not as a result of any new
evidence, but because Keys
was now the lead author of
their updated report. A
massive national campaign
was launched to lower cho-
lesterol that emphasized
the need to sharply reduce
fat intake. This accelerated
in the 1970's with the
McGovern Senate Commit-
tee report advising every-
one to eat less fat to pre-
vent heart disease.

It was written by a single
nutritionist who based his
recommendations on Keys'
advice and was entirely un-
aware of any controversy.
The Department of Agricul-
ture also used this report
to draw up its national die-
tary guidelines, which em-
phasized that fat was bad.
The NIH held a "consensus
conference", which con-

cluded there was now "no
doubt that low-fat diets will
afford significant protection
against coronary heart dis-
ease for every American
over the age of 2." The
American Cancer Society as
well as the Surgeon Gen-
eral also recommended a
low-fat diet to prevent can-
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The National Acad-
emy of Sciences disagreed,
emphasizing that there was
no compelling evidence to
warrant recommending a
low-fat diet for all Ameri-
cans. Despite their stature
and lack of any conflicts of
interest, the authors were
censured in the media and

in Congressional hearings,
as was anyone who denied
the danger that had been
proclaimed by the Ameri-
can Heart Association, the
McGovern Report and vari-
ous governmental agen-
cies. At one hearing, Sena-
tor McGovern asked Dr.
Edward Ahrens of Rockefel-
ler University to reconcile
his skepticism with a sur-
vey showing that "low-fat
recommendations were
endorsed by 92 percent
of the world’s leading
doctors." Ahrens, whom
Keys had previously cited
as the leading authority
on the influence of die-
tary fats on serum lipids,
replied, "Senator
McGovern, I recognize
the disadvantage of be-
ing in the minority." He
then went on to point out
that the doctors surveyed
were relying on second-
hand knowledge because
they didn’t work in this
field themselves. There
was no solid evidence to
support this view and
some studies found con-
trary results. Like Keys, the
nutritionist who wrote the
report was not a physician
and had not conducted any
personal studies.

In contrast, George
Mann, Sc.D., M.D. Profes-
sor of Medicine and Bio-
chemistry at Vanderbilt
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Medical
School had shown the ex-
act opposite in his re-
search on the Masai tribes-
men in Kenya. He was co-
director and nutritional
consultant to the Framing-
ham Study and reported
that there was no relation-
ship between fat intake,
cholesterol or heart at-
tacks. He later resigned
after they refused to pub-
lish his findings. Mann was
a harsh critic of the lipid
hypothesis, and like Drs.
Uffe Ravnskov and Kilmer
McCully, was viciously per-
secuted by the cholesterol
cartel. Some of Mann's
comments are summarized
in the first edition of
Ravnskov's The Choles-
terol Myths, which is now
out of print, but can be
seen at www.ravnskov.nu/

July 2014, AIS Health and Stress
www.stress.org

myth7.htm. As noted

in previous Newsletters,
Ahrens, Mann, Stebhens,
Rosenman and others
mentioned in
Ravnskov's review
participated in several
sessions dealing with
this topic at our Interna-
tional Congresses on
Stress in Switzerland two
decades ago.

Saturated Fat
npror vz o |)()08 Nt Cauise

Since then, as noted

the lipid theory of heart
disease that can be syn-
opsized as follows:

Heart Disease

1. Almost two-dozen



stud-
ies have
reported
that coronary heart
disease patients ate
less or the same
amount of saturated fat
as healthy controls. The
huge World Health Or-
ganization project
MONICA (Monitoring of
Trends and Determi-
nants in Cardiovascular
Disease) that collected
data from 21 countries

2.

for over 10 years failed
to find any correlation
between heart attacks
and fat consumption or
cholesterol. Every sin-
gle country with the
lowest fat consump-
tion had the highest
mortality rates from
heart disease and
those with the most
fat consumption had
the lowest.

The French consumed
three times as much
saturated fat compared
to Azerbaijan but had
one-eighth the rate of
heart disease. The
heart disease death

rate in Finland was
three times greater
than in Switzerland,
even though the Swiss
ate twice as much fat.
The Swiss have the
highest cholesterol lev-
els of any European
country and their heart
disease rate is one third
that of the U.K. Austra-
lian aboriginals cur-
rently have the highest
rates of heart disease in
the world, 30 times that
of France and 15 times
that of the U.K. Yet,
their cholesterol levels
are the lowest of any
population studied.
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3. No dietary cholesterol
lowering trial has ever
shown a reduction in coro-
nary disease or total mor-
tality. In the "Prudent
Diet" study of 49 to 59
year-old men, one group
substituted margarine for
butter, cold cereal for
eggs, and chicken and fish
for beef. Controls ate eggs
for breakfast and meat
three times a day. After
ten years, there were eight
deaths from heart disease
in the low fat diet group,
compared to none for the
meat eaters. Keys also fed
middle-aged men a very
high cholesterol diet but
found that their cholesterol
levels were no different
than a control group who
consumed less than half as
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much. Decades later, he
finally conceded, "There's
no connection whatsoever
between cholesterol in
food and cholesterol in
blood. And we've known
that all along. Cholesterol
in the diet doesn't matter
at all unless you happen to
be a chicken or a rabbit."

4. In the Framingham
Study, which established
cholesterol, hypertension
and cigarette smoking as
the three

report found that 50% of
cases occurred in people
with below average choles-
terol. There was a direct
association between falling
cholesterol levels over the
first 14 years of the study
and increased mortality
rates over the following 18
years. For men above the
age of 47, those with low
cholesterol had higher
mortality rates than those
with elevated cholesterol
levels. Subjects whose

major con- the more saturated fat and ﬁgzlzs;farol

trollable

risk factors the more cholestero-l people creased

for coro- ate, the lower their serum spontane-

nary heart  cholesterol was. Those who ggsllyé:r\;’er

disease, a ate the most saturated fats \eore also at

26-year ) ‘

follow-up also weighed the least. greater risk
of dying
from heart

disease than
those whose cholesterol
had increased. In addition,
the more saturated fat and
the more cholesterol peo-
ple ate, the lower their se-
rum cholesterol was.
Those who ate the most
saturated fats also
weighed the least.

5. No association between
cholesterol levels and the
severity or extent of
atherosclerosis has ever
been found in autopsy
studies of the general
population. No clinical or
imaging study has ever



found any correlation be-
tween the degree of cho-
lesterol lowering and less
atherosclerosis. In one an-
giography study in which
blood cholesterol had been
reduced by more than
25% in 24 patients,
atherosclerosis was in-
creased in 18 and un-
changed in 8. A Mayo
Clinic study similarly found
that in all patients whose
cholesterols had decreased
by more than 60 mg.,
there was a significant in-
crease in coronary athero-
sclerosis.

6. High cholesterol does
not increase risk for heart
attacks or coronary events
in people over 65, women
of any age, as well as pa-
tients with diabetes or re-
nal failure. Senior citi-
zens with high choles-
terols have significantly
fewer infections and
lived longer than low
cholesterol controls. In
familial hypercholes-
terolemia, there is no evi-
dence that the very high
cholesterol and LDL levels
are associated with a cor-
responding increased inci-
dence or prevalence of
coronary disease.

7. The huge and lengthy
MRFIT study (Multiple Risk
Factor Intervention Trial)
was designed to prove the
links between diet, choles-

terol, and other risk fac-
tors with heart disease.
Cholesterol consumption
was cut by 42% and satu-
rated fat consumption by
28%. While those on this
diet had slightly lower
heart disease death rates,
this modest benefit was far
outweighed by significantly
increased total mortality
rates, especially from
hemorrhagic stroke, can-
cer, suicide, accidents and
violence. The risk of dy-
ing from a cerebral
hemorrhage was 500%
greater in those with
low cholesterol com-
pared to those with
high levels. In most other
studies, the incidence of
stroke was also higher in
those who ate less satu-
rated fat. The highest
heart disease death rates
were in hypertensive pa-
tients on thiazide diuretics
and were most likely due

to ventricular fibrillation
resulting from low serum
potassium levels.

8. Autopsy studies of
vegetarians reveal that al-
though they have lower
serum cholesterol values
than non-vegetarians, they
have just as much athero-
sclerosis as meat eaters.
In fact, the International
Atherosclerosis Project,
which analyzed 31,000
autopsies from I5 coun-
tries, found no correla-
tion between animal fat
intake and degree of
atherosclerosis or se-
rum cholesterol level.
Dr. Michael DeBakey, the
renowned heart surgeon,
analyzed 1,700 patients
with coronary disease and
found no relation between
levels of serum cholesterol
and the degree of coronary
atherosclerosis. Other U.S.
studies, including the Vet-

July 2014, AIS Health and Stress
www.stress.org



erans Clinical Trial, the

Minnesota State Hospital
Trial, the Honolulu Heart
Program, and the Puerto
Rico Heart Health Study,
all reported no significant

Saturated fat and
cholesterol in the
diet are not the
cause of coronary
heart disease. That
myth is the greatest
scientific deception
of this century, per-
haps of any century.
The diet-heart hy-
pothesis has been
repeatedly shown to
be wrong, and yet,
for complicated rea-
sons of pride, profit
and prejudice, the
hypothesis contin-
ues to be exploited
by scientists, fund-
raising enterprises,
food companies and
even governmental
agencies. The public
is being deceived by
the greatest health
scam of the century.
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relation between a diet
high in cholesterol and
saturated fats with coro-
nary heart disease.
George Mann accurately
summed up the situation
as follows:

Stents, Statins, PCSK9,
Inflammation, Homo-
cysteine And Infections

There are numerous
other interventions and
factors that are widely be-
lieved to prevent heart at-
tacks despite lack of
proof. Since most of these
have been discussed at
length in prior Newslet-
ters, the following com-
ments will be limited to a
brief summary and up-
date.

Stents to relieve a
blocked coronary artery
can be life saving for
some patients who are ex-
periencing an acute myo-
cardial infarction. They are
also useful in relieving an-
ginal pain and improving
the quality of life, espe-
cially in patients who have
failed to improve on medi-
cation. However, stenting
does not prevent heart at-
tacks or prolong life. An
article in JAMA Internal
Medicine last month enti-
tled "The whole truth
about coronary stents:
The Elephant in the
room", cited a study in-

volving 144,737 patients
in over 1.000 U.S. hospi-
tals, in which almost half
the stenting performed
was deemed unnecessary.
Another report found that
88% of patients undergo-
ing stenting for stable an-
gina believed it would pre-
vent a heart attack and
that over 40% of cardiolo-
gists would continue to
recommend stenting even
when they thought it
would not provide any
benefits.

As the lead author
noted, "For many pa-
tients, undergoing an in-
vasive procedure may put
their minds at rest due to
the ignorance surrounding
the benefit of stents,
when in fact a worryingly
large majority are under-
going a procedure that will
bring absolutely no benefit
to their long term progno-
sis."

Few patients are ever told
that a stent would not
prevent a heart attack or
prolong life. Medicare pay-
ments for the procedure,
which does not involve
opening the chest, range
from $10,000 to $19,000
and the cardiologist's fee
is usually around $800 to
repair one vessel, with an
extra $200 to $300 for
each additional vessel.
Unnecessary stenting is



estimated to cost the U.S.
healthcare system about
$2.4 billion per year.

The massive cam-
paign to stamp out heart
attacks accelerated in
1973 with the NIH Coro-
nary Primary Prevention
Trial to prove that lowering
blood cholesterol with a
drug along with a low cho-
lesterol, low saturated fat
diet would reduce coronary
heart disease and extend
life. The participants were
limited to middle-aged
men with cholesterol
levels higher than f
those of 95% of Ameri-
cans and 480,000 ap-
plicants had to be
screened over a three-
year period in order to se-
lect 3,806 very high risk
men between the ages of
35 and 59. Half of the par-
ticipants were treated with
cholestyramine, a choles-
terol-lowering bile acid
resin and provided with
low cholesterol, low
saturated fat die-
tary advice. The
control group
received an un-
pleasant tasting
placebo consist-
ing of an indi-
gestible mixture of
sand, sugar and
food coloring along
with the same dietary
advice. It was pre-

dicted that blood choles-
terol in the treatment
group would be reduced by
28% and risk of heart dis-
ease by at least 50% after
seven years.

The results reported
in 1984 were disappointing
if not disastrous. Some
men stopped taking the
foul tasting 4 to 5 packets
of cholestyramine after a
few days and many com-
plained of severe constipa-
tion or other gastrointesti-
_ nal com-

i "=, plaints
...'I" ."'I due to
the lack
j of bile
i acids,
# which are
~# made from
cholesterol
and aid in the
i digestion of fats
' and fat soluble vi-
tamins. Most were
unable to take
the full 24
grams daily,
so that rela-
y ..
. tively few
' stayed on the
r| required regi-

men for seven
~ and a half years.
In those that did,
cholesterol levels

decreased by a

J mere 7%. There
was no statistically
significant difference

I

|

in heart attacks between
the two groups and their
overall mortality rates
were essentially the same.
However, there were more
deaths from cancer, intes-
tinal disease, stroke, vio-
lence and suicide in the
cholestyramine group. Lit-
tle mention was made of
this or the 21 cases and 8
deaths from gastrointesti-
nal cancer in those taking
the drug, compared to 11
cases and only 1 death in
the control group.

The biased and sup-
portive media, as well as
prominent medical jour-
nals, portrayed the study
as the long sought proof
that animal fats were the
cause of heart disease. It
was widely proclaimed that
for the first time, "It had
been proven that lowering
cholesterol would reduce
the mortality from heart
disease and lower the risk
of having a heart attack."
And, according to the Jour-
nal of the American Medi-
cal Association,

The trial’s implica-
tions...could and
should be extended
to other age groups
and women, and to
others with more
modest elevations
of cholesterol lev-
els. The benefits
that could be ex-
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pected from cho-
lestyramine treat-
ment are consider-
able.

This astounding rec-
ommendation was made
despite the fact that the
study group was limited to
middle-aged men with un-
usually elevated choles-
terols, many of whom had
a rare genetic defect. It
was not known what
would occur if cho-
lestyramine were given to
women, senior citizens,
younger adults and
children, or in-
dividuals with
moderate or
lower cho- ’
lesterol
levels. In
addition,
cho-
lestyramine
interacted with
several hundred
drugs, including: '
low dose aspirin, Ty-
lenol, Cymbala, Lexapro
and other antidepres-
sants, Lasix. Lomotil,
Lyrica, Nexium and other
proton pump inhibitors,
Coumadin and other anti-
coagulants, Singulair,
Synthroid, and Xanax.
Nevertheless, even though
the study failed to achieve
any of its goals, the
American Heart Associa-
tion and NIH proudly pro-
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claimed, "Now we have
proved that it is worth-
while to lower blood
cholesterol; no more
trials are necessary.
Now is the time for
treatment.”

It should be obvious that if
cholesterol does not cause
heart attacks, statins would
be of little value in

preventing them.

- ‘
A
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How
could any

tional indi-
vidual possibly reach such
a ridiculous and unsup-
portable conclusion? The
controls had 158 (8.3%)
nonfatal heart attacks
compared to 130 (6.8%)
in the treatment group.
There were 38 (2.8%) fa-

tal heart attacks in con-
trols and 30 (1.6%) in the
treatment group. These
differences were not sta-
tistically significant even
though the researchers
had excluded "uncertain"
nonfatal heart attacks
from the treatment group
but included them in the
controls. Eminent authori-
ties were severely critical
and George Mann com-
plained that NIH officials,
"used Madison Avenue
hype to sell this failed trial
in the way the media peo-
ple sell an underarm de-

. odorant" and "have ma-
% nipulated the data to
reach the wrong

P

%

conclusions." What
he referred to was
that the re-

. searchers had

used relative risk
statistics to im-
' prove their results.
They took the number
of people who presuma-
bly didn't have a heart at-
tack because of taking the
drug and expressed it as a
percentage of the people
who did have heart at-
tacks but didn't take the
drug. The less than 2%
absolute reduction in non-
fatal heart attacks was re-
ported as a 19% reduction
in risk of a heart attack!
The same tactic was used
to claim a 24% reduced
risk of fatal heart attack



rather than a 1.6% abso-
lute risk reduction. The
first law of statistics is
that given enough statis-
tics, you can prove any-
thing. The second is that
if the statistics do not
prove your theory, you
need more statistics.

It should be obvi-
ous that if cholesterol
does not cause heart at-
tacks, statins would be of
little value in preventing
them. Yet, they have be-
come the best selling and
most profitable drugs
ever because they utilize
the same statistical ma-
nipulations to hype their
benefits and suppress
their dangers in drug
company sponsored
studies. For example,
your doctor tells you that
there is a new statin drug
with no side effects and
that one study showed
that if you take it every
day for the next five
years your risk of heart
attack will be reduced
by 34%, but this is
relative risk. What you
are not told is that after
five years, 2.7% of pa-
tients taking this drug
had a heart attack com-
pared to 4.1% taking a
placebo, an absolute
risk reduction of only
1.4%. Nor are you told
that 71 people would

have to take this every
day for five years to pre-
vent one person from
having a heart attack,
but it is not known if that
one person will be you.
In addition, all the sub-
jects in this study were
presumably at increased
risk because of elevated
cholesterols, and there is
no evidence that statins
would benefit anyone
with a normal choles-
terol. If statins were ef-
fective in preventing or
treating a heart attack,
then one would expect to
see some confirmation of
a clear dose-response re-
lationship. In other
words, those patients
who had the greatest
lowering of cholesterol or
LDL, which is used to as-
sess the efficacy of ther-
apy, should receive the
most rewards, and this
has never been demon-
strated. The same minus-
cule amount of benefit
was seen in subjects
whose cholesterol de-
clined minimally and
those in whom it declined
significantly and the
same results were seen
in participants with low
and high baseline choles-
terol levels.

These observations
provide further proof that
neither elevated LDL nor

cholesterol cause heart
attacks, which threatens
the billions of dollars an-
nually from statin sales.
Lipitor alone brought in
more than $140 billion
while its patent was ac-
tive and Crestor sales are
now approaching $7 bil-
lion/year. The drug com-
panies now publicly ac-
knowledge that stain
benefits are not related
to cholesterol lowering,
and LDL levels are no
longer used to determine
dosage. They now claim
that statins prevent heart
attacks by other
"pleiotropic" effects such
as anticlotting properties,
about which more later.
In addition, sales will
skyrocket under recent
guidelines released by
the American Heart Asso-
ciation and the American
College of Cardiology
that will double the use
of statins to 1 in 3 Ameri-
cans from the current
16%. These now recom-
mend that anyone diag-
nosed with heart disease,
an LDL over 190 and
every diabetic over the
age of 40 and should be
on statins regardless of
their cholesterol. This de-
spite the fact that statins
are now recognized as
causing Type 2 diabetes.

In that regard, as
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noted previously, drug
companies have success-
fully concealed the ad-
verse side effects of stat-
ins in clinical trials. Pro-
ponents boast that their
safety record is so superb,
they should be added to
drinking water. Baycol
(ceruvastatin) was with-
drawn in 2001 because of
increased deaths due to
rhabdomyolosis, a rare
but serious muscle disor-
der. Since all statins cause
this, it had to be listed on
their warning labels along
with muscle complaints
and weakness. It was only
in 2012 that the FDA
added memory loss, dia-
betes, and liver damage,
but these may just be the
tip of the iceberg. All stat-
ins are carcinogenic in
laboratory animals receiv-
ing doses comparable to
those used in humans and
it may take decades for
the effects of carcinogens
to surface. Skin and
breast cancers would be
the earliest malignancies
to be diagnosed and both
have now been shown to
be increased in patients
taking statins. There is
also good evidence that
Alzheimer's disease, pe-
ripheral neuropathy, an
amyotrophic lateral sclero-
sis like disorder and con-
gestive failure can result
from statins. Just in the
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past six years, some
9,000 reports of transient
global amnesia, 8,111 of
rhabdomyolysis s with 811
deaths have been submit-
ted to MedWatch, the
FDA's adverse reaction
data base. But the inci-
dence of these and other
complications may be
much higher since well
over 90% of adverse drug
reactions are not recog-
nized nor reported. To add
to the confusion, there are
also reports that statins
actually improve memory
and can prevent or delay
the onset of cancer and
Alzheimer's. As noted
previously, an elevated
cholesterol protects
against infections, and the
explanation may be that
statins are usually given
to patients whose high
cholesterol for decades
provided similar prophy-
lactic benefits.

Trials to demon-
strate that elevating HDL
"good" cholesterol will
prevent heart attacks
have also failed miserably
and some have been
halted prematurely be-
cause of an increase in
coronary morbidity and
mortality. Nor has lower-
ing LDL "bad cholesterol
further by adding
ezetimibe, which inhibits
absorption of cholesterol,

as evidenced by the failed
Vytorin ENHANCE study.
Nevertheless, the push to
lower LDL as much as
possible persists and the
current emphasis is on a
class of monoclonal anti-
bodies called PCSK-9
(proprotein convertase
subtilisin-kexin type 9) in-
hibitors. When given with
statins, they can lower
LDL levels to less than
50. At least 3 companies
are said to be working at
"warp speed" to gain quick
approval. Interest in this
is so great that at the re-
cent American College of
Cardiology conference,
two days devoted to ses-
sions on this approach
were standing room only.

Statins work by
blocking a liver enzyme
needed to make choles-
terol whereas PCSK9 in-
hibitors suppress a gene
that regulates how much
cholesterol the liver can
filter out by binding to LDL
receptors. It is important
to note that these new
drugs are not meant to
replace statins but rather
to augment their lipid low-
ering effects. No claims
will be made that they
prevent heart attacks or
should be used for treat-
ment, merely that they
lower LDL. They are on
the fast track for FDA ap-



proval and will probably be
available in 2015 if there
are no safety concerns. In
that regard, complaints of
neurocognitive distur-
bances have already sur-
faced in clinical trials, and
FDA may now insist on
tests to include this. LDL is
essential for many key cel-
lular processes and is an
important component of
the immune system and
some authorities fear that
PCSK9 inhibition will re-
duce resistance to viral in-
fections such as HIV and
hepatitis and lead to a
fatty liver. In addition, the
drug must be given by in-
jection, probably every two
weeks at a cost $3,000/
month or $36,000/year.
We have been brain-
washed as to the evils of
cholesterol and LDL and
the need to lower them as
much as possible. Choles-
terol is a vital com-
ponent of all
cells, and
most peo-
ple are
oblivious
to the
greater
dangers
of low
cholesterol,
such as suicides
and cancer and I pre-
dict this new monoclonal
antibody approach will be
another disaster.

Inflammation has
become the new buzzword
and is allegedly the cause
not only of coronary dis-
ease, but cancer and a
host of other diseases. It is
therefore not surprising
that statin proponents now
claim that their pleiotropic
effects now include reduc-
ing inflammation as well as
clotting tendencies. How-
ever, Vioxx, a powerful
nonsteroidal anti-
inflammatory drug was
withdrawn because it was
associated with an in-
crease in heart attacks and
over 60,000 deaths. Merck
has already paid
$6 billion
to settle
law-
suits;
Pfizer
paid
$2.3
billion

)

\ 4 foril-
legal

/)" market-
: ing of Bex-

tra, its anti-inflammatory
drug that was also with-
drawn, and more suits will
likely follow. If the combi-
nation of anti-
inflammatory and antico-
agulant activity provides
some synergistic effect,
then why not consider as-
pirin? It has been shown to
prevent heart attacks and
some cancers and is much
less expensive.

In 1969, Kilmer
McCully noted a connection
between homocysteine (a
sulfur-containing amino
acid) and cardiovascular
disease when he observed
that people with a rare he-
reditary condition
called homocystin-
uria were prone
to develop se-
vere cardiovas-
cular disease in
their teens. The
disorder is due
to an enzyme de-
ficiency that

causes
¥ homo-
cysteine
to accu-
mulate in
the blood

and be excreted

in the urine. Abnor-
mal homocysteine ele-
vation also occurs in peo-
ple whose diet contains in-
adequate amounts of folic
acid, vitamin B6, or vita—
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min
B12 but
regardless

of the cause,
supplementa-

tion with one or

more of these vitamins
can lower plasma homo-
cysteine at a cost of pen-
nies/day. Subsequent
studies linked elevated
homocysteine to in-
creased risk of premature
coronary artery disease,
stroke, and venous blood
clots, even in those with
normal cholesterol levels.
It was thought this might
be due to direct damage
of the inner lining of ar-
teries, increased clotting
tendencies, oxidation of
LDL, or some combination
of these.
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Since

lowering homo-

cysteine had

been proven to reduce
the risk of adverse cardio-
vascular events in people
with homocystinuria, it
was hoped it would pro-
vide similar benefits in
others. However, ran-
domized controlled trials
of supplementation to
prevent cardiovascular
events have essentially
had negative results. One
reason may be that most

participants in these trials
had normal baseline ho-
mocysteine levels, espe-
cially since adding folic
acid to white flour and ce-
real grains has been man-
datory in the U.S. since
1998. A recent thorough
review found no evidence
to suggest that supple-
ments of vitamins B6, B9
or B12 given alone or in
combination would have



any value in preventing
cardiovascular events.

There is growing
evidence that infections
can contribute to the de-
velopment of atheroscle-
rosis, especially with re-
spect to Chlamydia pneu-
moniae, which causes a
mild flu like illness, but
can remain in the body
for years without causing

any symptoms. Half
of all adults have had a
C. pneumoniae infection
but most are unaware of
this. Patients with recent
heart attacks had signifi-
cantly elevated blood lev-
els of antibodies to C.
pneumoniae compared to
healthy controls and in
angiography studies,
these antibodies were
twice as high in pa-
tients with coro-
nary ar-

4»’/

tery disease. In patients
with a history of coronary
disease, increased anti-
body levels were associ-
ated with increased risk
of a subsequent coronary
event, or sudden death.
Treatment with antibiot-
ics lowered antibody lev-
els and reduced adverse
cardiovascular events. C.
pneumoniae has been
cultured or identified in

atherosclerotic plaque
from patients undergoing
coronary bypass surgery,
as well as atherosclerotic
lesions in the carotid and
peripheral arteries. The
surface protein of chla-
mydia is very similar to
the surface protein of
blood vessels; so im-
mune antibodies that at-
tack chlamydia may also
damage them. Cy-
tomegalovirus acceler-
ates atherosclerosis fol-
lowing heart transplants,
other herpes viruses
have been shown to
cause atheroscle-
rosis in animal
studies. Ep-
stein Barr
virus
in-

fection has been specifi-
cally linked to coronary
atherosclerosis.

Prior to the emer-
gence of cholesterol, it
was generally believed
that atherosclerosis was
caused by an infection.

In 1908, Sir William Osler
wrote of "four great fac-
tors in the causation of
atherosclerosis--the nor-
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mal wear and tear of life,
the acute infections, in-
toxications [smoking, dia-
betes mellitus, obesity],
and those combinations of
circumstances which keep
the blood tension high”.
Note that stress and infec-
tions came first and al-
though smoking, diabetes,
obesity and hypertension
were listed, diet was not,
since there were no trans
fats. Numerous examples
of the increased incidence
of heart attacks and
deaths following influenza
epidemics have been cited
as well as studies showing
that experimental infec-
tions induced atheroscle-
rosis at the site of arterial
trauma. Heart disease
mortality in Norway began
to decline following the in-
troduction of tetracyclines
in the late 1950s, when
dietary fat intake and
smoking were still high
and there was a similar
fall in coronary deaths in
Finland after the introduc-
tion of erythromycin and
macrolide antibiotics that
are effective against C.
pneumoniae. Additional
support for a causal rela-
tionship between influenza
and heart disease comes
from a recent report
showing that flu vaccine
provided a 50 percent re-
duction in the risk of a
"major cardiac event"
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such as a heart attack,
stroke or cardiac death,
when compared to unvac-
cinated controls. Other
vaccines that show prom-
ise in animal studies may
be available for clinical
use within the next five
years.

Ravnskov and
McCully have proposed
that atherosclerosis and
unstable coronary vessel
plague may be due to in-
fection rather than choles-
terol deposits. They point
out that lipoproteins are
part of a nonspecific im-
mune defense system that
binds and inactivates mi-
crobes and their toxins by
the formation of com-
plexes. This could explain
why vulnerable plaque in
the arterial wall contains
lipids and microbes, why
neutrophils are seen in the
myocardium following an
infarction, as well as the
frequent occurrence of fe-
ver, diaphoresis, elevation
of certain markers of in-
flammation like CRP and
even bacteremia in some
patients. In that regard, it
is important to reempha-
size that inflammation
does not cause disease.
It is a response to in-
jury. Nanobacteria may
also be a culprit. As its
name suggests, nanobac-
teria are thousands of

times smaller than bacte-
ria and can only be seen
with very high power elec-
tron microscopy. While
originally identified in
limestone and rocks con-
taining calcium carbonate,
they have now been iso-
lated in blood, saliva,
urine, atherosclerotic
plaque, calcified coronary
arteries and heart valves,
as well as kidney and gall-
stones. What causes
atherosclerotic plaque to
calcify is not known but
many believe nanobacte-
ria are responsible be-
cause they surround
themselves with a hard
coat of calcium phosphate
that protects them from
antibiotics, radiation and
the body's immune sys-
tem defenses.

Geographical studies
reveal a strong negative
correlation between the
availability of sunlight and
coronary heart disease.
Skin exposed to ultraviolet
light synthesizes vitamin
D3, and low vitamin D lev-
els have been demon-
strated to increase risk for
heart attacks, strokes, pe-
ripheral arterial disease
and accelerated athero-
sclerosis. However, there
is no evidence that vita-
min D3 supplementation
provides any benefits. Dr.
Stephanie Seneff, senior



scientist at MIT, believes
this is due to a deficiency
of sulfur that arteries re-
quire to function efficiently
and is usually supplied by
cholesterol sulfate. This
form of vitamin D3 is wa-
ter soluble and can travel
via the blood stream
throughout the body, in
contrast to oral vitamin D3
supplements that are not
sulfated. Atherosclerotic
plaque is rich in cholesterol
sulfate and Seneff believes
this is nature's attempt to
supply sulfate to the heart.
Whether some form of sul-
fur or cholesterol sulfate
supplementation will pre-
vent heart attacks remains
to be demonstrated.

Hereditary and other
factors beyond our control
also influence the develop-
ment, extent and severity
of atherosclerosis. Some of
the initial signs of athero-
sclerosis can be seen in
the arteries of infants in
the same sites where
atherosclerotic lesions tend
to occur later in life. They
consist of subintimal thick-
ening without any evi-
dence of cholesterol infil-
tration or inflammation.
Atherosclerosis is a focal
disease usually found in
large and medium sized
arteries and almost never
in small arterioles, capillar-
ies or veins. However,

veins that are subjected to
arterial pressures when
used as bypass grafts or
arteriovenous fistulas that
are constructed for dialysis
shunts often show rapid
development of athero-
sclerosis. Atherosclerosis is
frequently found in the ar-
teries of the lower ex-
tremities but rarely in up-
per extremity arteries.
These observations tend to
negate the lipid hypothe-
sis, since if atherosclerosis
was caused by increased
cholesterol or LDL blood
levels there should be a
more generalized or ran-
dom distribution of lesions.

Moreover, within the
large and medium sized
arteries, lesions tend to lo-
calize at curvatures and
branches where the flow is
more turbulent, such as
the inner sides of the bi-
furcation of aorta and the
sharper curves of coronary
arteries. While one side of
an arterial segment may
be severely affected, the
opposite wall often shows
no evidence of atheroscle-
rosis. In other closed hy-
draulic system models with
similar curves and Y
shaped connections, there
are greater negative pres-
sures at these locations. In
southern cities subjected
to hurricanes, the palm
trees lining an avenue will

always be seen to be
bending inward due to the
negative pressure of high
winds. Similarly, in the ar-
terial system, negative
pressure and shear stress
on the inner lining of coro-
nary vessels is greatest at
such sites and repetitive
insults would result in suf-
ficient injury to initiate
atherosclerosis. As the
eminent pathologist Dr.
Meyer Texon demon-
strated well over a half
century ago, plaque builds
up on the convex surface
of a curvature because a
greater negative pressure
stimulates endothelial cell
proliferation.

How Stress Causes
Heart Attacks And Coro-
nary Atherosclerosis

As indicated initially,
the best way to prevent
heart attacks is to reduce
stress. The reason for this
is that stress is the most
common cause of coronary
heart disease morbidity
and mortality. With respect
to stressful life change
events, loss of a spouse is
at the top of the list and
senior citizens have a 20
percent chance of dying,
usually from a heart at-
tack, in the 12-18 months
after the death of a
spouse. During the month
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after the 9/11/2001 ter-
rorist attacks on the New
York World Trade Center,
the rate of defibrillator fir-
ings was two to three
times normal, even in pa-
tients living far from the
catastrophe. In one re-
view of work-related
stressors, upcoming
deadlines were associated
with a six-fold increase in
myocardial infarction.
Other studies suggest
that chronic work-related
stress could carry a two
to three times higher rate
of coronary events, espe-
cially in employees who
perceive little control over
their jobs. In women with
established coronary dis-
ease, those complaining
of increased marital
stress were three times
more likely to experience
recurrent events than
controls with little marital
discord. Caring for a sick
spouse or relative at
home nearly doubles
heart disease death rates.
There is also stress car-
diomyopathy or "Broken
Heart Syndrome" in which
middle-aged or older indi-
viduals are admitted with
severe chest pain and
ECG changes suggestive
of an impending massive
infarction, but who have
no angiographic abnor-
malities or enzyme
changes indicating muscle
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damage. This usually oc-
curs in women following
some acutely stressful
event that results in myo-
cardial "stunning" due to
increased secretion of
stress hormones, and
most patients recover
spontaneously within 72
hours with no evidence of
permanent damage.

e Other examples
that support a link with
heart attacks link in-
cluded:

o Stress contrib-
utes to traditional risk
factors such as hyperten-
sion, cigarette smoking,
diabetes and obesity. For
those who still subscribe
to the lipid hypothesis,
stress has a much greater
effect in raising choles-
terol than fatty food in-
take, as demonstrated in
tax accountants as April
15 approaches and stu-
dents on the eve of an
important exam.

o Stress can cause
costriction of the coronary
arteries and increased-
platelet stickiness and
clumping. All of these
promote clot formation.

e Stress increases
homocysteine, CRP and
fibrinogen, all of which
areassociated with in-
creased risk for coronary
heart disease.

o Stress induced
cortisol causes the depo-
sition of increased deep
abdominal fat, which re-
leases cytokines that con-
tribute to insulin resis-
tance, Type 2 diabetes,
hypertension and other
features of metabolic syn-
drome and its deadly car-
diovascular conse-
guences.

e Increased corti-
sol secretion also lowers
immune system resis-
tance to infections associ-
ated with coronary
atherosclerosis.

« In addition to
stressful life change
events, Type A behavior,
hostility, excessive anger,
depression, and anxiety
have all been demon-
strated to cause coronary
heart disease.

o Stress induced
catecholamine hormones
and sympathetic nervous
system stimulation can
cause sudden death by
triggering ventricular fib-
rillation. Rebound para-
sympathetic overdrive
may also cause death due
to asystole, an abrupt
cessation of ventricular
contraction.

o Stress increases
free radical damage and
inflammation, both of
which have been incrimi-



nated as a cause of coro-
nary disease.

o Stress can pre-
cipitate and/or worsen
congestive heart failure.

o Stress reduces
heart rate variability, an
objective, accurate and
sensitive measure of
coronary disease and a
powerful predictor of sud-
den death.

e Acute or severe
stress can cause a heart
attack in people with no
evidence of coronary dis-
ease, including healthy
teenagers, due to in-
creased secretion of
noradrenaline at nerve
endngs in the myocardiu

m. This produces a char-
acteristic contraction
band lesion that shows
what is called coagulative
myocytolysis, as illus-
trated below.

o Contraction band necro-
sis can be seen in sudden
death following severe
stress in healthy animals
and people. It has been
reported in pheochromocy-
toma patients who secrete
excess amounts of cate-
cholamines and can be in-
duced in animals by giving
intravenous norepineph-
rine. This lesion has none
of the white cell infiltration
or signs of inflammation
that are usually seen acute
myocardial infarctions due
to coronary heart disease.

There is much more
that could be said to sup-
port the opinion that
avoiding stress or finding
ways to minimize its
damaging effects are the
best ways to prevent
heart attacks and possibly
other disorders due to in-
creased atherosclerosis.
These will be discussed in
the next Newsletter,
along with a discussion of
the commercial and politi-
cal reasons that help to
explain why they are not
being implemented - so
stay tuned!

Paul J. Rosch, MD, FACP
Editor-in-Chief
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