
News from the
American Heart Awssciation
7320 Greenville Ave., Dallas, Texas 75231
Telephone: 214 750-5300

PRESIDENT'S PAGE

PRESIDENTIAL ADDRESS

AHA 53rd Scientific Sessions, Miami Beach, Florida, November 1980

Sure Cures, Quick Fixes and Easy Answers

A Cautionary Tale About Coronary Disease

Thomas N. James, M.D.
Presidenit, American Heart Association 1979-1980

IN A COUNTRY CRAVING for simple solutions to
complex problems it is dangerously tempting to promise
more than can be delivered. Yet, history teaches us that
citizens deal harshly with false prophets. Today want
to share with you my growing concern about overprom-
ise in coronary disease. My remarks will focus upon the
matter of credibility, both of the American Heart Asso-
ciation and of medical science in general. Two exam-

ples will illustrate my point. The first deals with our

advice to the public about dietary control of body
cholesterol, and the second addresses the misinterpreta-
tion and misuse of the popular ICDA graph depicting
the declining mortality from heart attacks.

For over three decades now dietary cholesterol has
been one of the most intensely studied subjects in sci-
ence, especially as it may or may not relate to the de-
velopment of coronary disease. Despite this remarkable
concentration of scientific talent and fiscal resources,
the terms "diet-lipid hypothesis" and "the cholesterol
controversy" have become commonplace even in non-

medical publications. If something remains hypothetical
and controversial over so long a time and despite inten-
sive research, surely it is time that we take a different
look at the subject. My own interest in the matter was

wonderfully focused within the past year by the report
of the National Research Council (1) which has stimu-
lated so much anguish and even some angry confronta-
tion.

Most of the NRC report dealt with subjects such as

the prudence of maintaining normal weight, with which

almost no one will quarrel. Two components of the
NRC report differed somewhat from AHA advice (2).
The NRC recommended more salt restriction for all
Americans than we believe is prudent, and in fact could
be dangerous. But where the real debate emerged was

between the particular advice of the NRC who said that
only some people need be concerned with fats and
cholesterol while the American Heart Association rec-

ommendations are much broader and apply to virtually
everyone. I wish to express some personal reservations
about our non-exceptional advice, which is taken by the
public as meaning that everyone should be deeply con-
cerned about their dietary cholesterol. It is not overstat-
ing the matter to say that the public thinks cholesterol
causes heart attacks, although most of them are not
clear just how that happens.

In a nation of over a quarter of a billion people we

are a remarkably heterogeneous lot, and in truth there
are no two of us alike. Those with low cholesterols as a

group seem to have -less coronary disease than those
with high cholesterols, but this is too often extrapolated
to apply directly to one individual. Let us look for a

moment at the components in this loop of logic.
Epidemiologists have long recognized and publicly de-
plored the soft nature of the clinical data obtained from
masses of people, data which they then subject to in-
creasingly complex and sophisticated mathematical
analysis. But no matter how marvelous such an analysis
may be, there is no escaping the fact that the entire
initial basis so often is less exact, less reproducible and
less reliable than any of us would wish. This flaw is
sometimes addressed by demands for an increase in the
sample size, extensive lengthening of observation time,
or the utilization of mathematical smoothing maneuvers
and creation of comparability indices, as if any of these
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could somehow strengthen the original weakness. But
no chain can be stronger than its weakest link.
The other end of the loop in this logic may be even

more flawed, and that is in the applicability of mass
data to one person. In a study to be presented at these
Scientific Sessions, Naito and his colleagues from the
Cleveland Clinic (3) have found that a low level of high
density lipoprotein can be considerd a risk factor for
coronary disease based on population data, but that it is
not a dependable clinical diagnostic aid for predicting
the severity of coronary disease in one person. There is
no physician in this audience who has not treated pa-
tients with terrible coronary disease but no cholesterol
problem and, conversely, patients with unequivocal
abnormalities of cholesterol but who have no coronary
disease. Whether these are frequent or infrequent ex-
ceptions to the rule is not the point. The point is that
every patient is unique, that cholesterol may or may not
be a true risk factor in that one person, and that there
are indisputably a number of other important risk fac-
tors.

In considering our dietary advice for entire popula-
tions four things merit particular attention. First, we
should be more explicit in telling the public when our
advice is based on factual evidence, when it is from
logical deductions, and when it is actually conjectural,
no matter how reasonable that conjecture may be.
Second, we should be more honest about the difference
between risk reduction and true prevention, a fun-
damental difference too often rhetorically blurred.
Third, we had better be concerned about how much of
our advice will lead to subsequent legislation and reg-
ulation, and whether that is good for society, indepen-
dent from what health benefits may or may not accrue
from such regulations. Put another way, we are coming
closer to 1984 all the time, both chronologically and
philosophically. Fourth, in our growing trend to think
of atherosclerosis as beginning in childhood, an appeal-
ing but possibly treacherous concept, we had better
think very carefully about possibly harmful long-term
side effects from dietary manipulations in children.

Dealing with my first expressed concern, when we
advise the public that they should eat less saturated fat
and cholesterol, it is seldom made sufficiently clear that
this advice is based on reasonable deductions rather
than scientific proof, that such advice may or may not
be helpful to everybody or could even be harmful to
some, or that dietary modifications without due consid-
eration of other risk factors may be of little avail. Given
the soft nature of much of the relevant evidence, would
it not be better to advise the public that it is unhealthy
to be fat, that the surest way to control one's calories is
to reduce dietary fat intake, that the cholesterol content
may or may not be independently important in dietary
fat reduction and if any one person has a question about
that, it would be wise to consult a physician for specific
personal advice?
My second concern stems from hearing and reading

repeated claims about preventing coronary disease.
Now no one, and almost certainly no one here, is likely
to speak against the value of preventing heart disease.

The American Heart Association is fully committed to
doing everything possible for such prevention and
shares with many others a great pride in seeing what
happened in preventing rheumatic heart disease. But
much as any of us may want to believe so, we do not
yet have the means of preventing coronary disease. We
may have the means of reducing the incidence of coro-
nary disease in large masses of people, but that is not
the same thing as telling one person that you can pre-
vent coronary disease.
When we talk about prevention we must not succumb

to sloganeering. Many of these banner cries by legisla-
tors, news reporters and others with true social con-
science arise from epidemiological studies. Somehow
we must separate the almost synonymous apposition of
epidemiology and prevention, which has now become a
standard term for councils, symposia, task forces and
the like. Separating the two is necessary not because
epidemiology is not a valuable science - which it most
certainly is - nor because prevention is not a worthy
goal - it may be the most worthy of all - but because
of the unavoidable implications that epidemiology is the
main or perhaps only basis for prevention, or converse-
ly, that prevention is of interest only to epidemiolo-
gists. Epidemiologists can indeed contribute useful in-
formation - just as pharmacologists, immunologists,
pathologists, clinical cardiologists and others can,
although probably no more than the others can. Both
risk reduction and prevention are in fact everybody's
responsibility.
My third concern deals with the increasingly coercive

nature of public advice about our diets, and the real
hazard of resultant legislation and regulations. Suppose
laws were passed which limited the butterfat content of
all milk, prohibited the sale of eggs for dietary con-
sumption, and mandated the substitution of polyunsatu-
rated oleomargarines for butter. Given the evangelistic
fervor of advice offered by some, those are not im-
possible nightmares. While I abhor as much as any of
you the growing bureaucratic regulations of so much of
our lives, 1 am just as concerned about the weaknesses
of the scientific evidence upon which such laws would
be based.
A corollary to this regulatory concern comes from

using common sense about human nature. If people are
told that they cannot eat butter, we know that they will
eat something else, and the same can be said for eggs,
whole milk, red meat and all the other frequently pro-
scribed foods. What else will they eat, exactly, and
how safe is that? Many of you may be familiar with the
potentially harmful effects of eating rapeseed oil, which
illustrates the point. Rapeseed oil has been a major
source for manufacture of oleomargarine, especially in
the Scandinavian countries. Some years ago it was
found that rapeseed oil fed to young rats caused serious
and prompt degeneration of myocardium (4), and this
finding has now been extended to some other species
(5-7). Whether the same danger exists for man is an
understandably pressing question being actively investi-
gated in Norway and other Scandinavian countries (8-
11) where rapeseed oil products are eaten, and in Cana-
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da (12-14), where the growth of rapeseed is a major
industry. We are not only woefully ignorant about the
possible harmful effects of food substitutes of natural
origin, such as rapeseed oil margarine, we are even
more ignorant about the potential immediate and long-
range harm which may come from eating some synthet-
ic foods now being popularized.
My fourth concern is about the possible effect of cer-

tain dietary manipulations upon the future health of
children. Even if the theory that coronary disease be-
gins in childhood is correct, and there is much yet to be
learned about that, what are some of the possible harms
to children by dietary changes designed to reduce their
intake of saturated fats and cholesterol? Suppose that all
children were taught not to eat any butter or eggs and
not to drink whole milk, and suppose that while such
avoidance perhaps did reduce their risk of getting
coronary disease, it also increased their chance of get-
ting some type of cancer or gall bladder disease, or sup-
pose that their developing brains or muscles did not ma-
ture properly. Do we really know enough about the
long-range consequences of such dietary advice to be
confident of its merit?

All of 'us have recently been cheered by the evidence
for steadily declining mortality from heart attacks (Fig-
ure 1). But a closer look at the nature of this declining

FIGURE 1. These two graphs are drawn using data
widely published from the International Classification
of Diseases Adapted (ICDA) for use in the United
States. The upper line depicts the rise and fall in inci-
dence of deaths from heart attack, but it tells nothing
about the incidence of non-fatal heart attacks nor about
the incidence of either symptomatic or asymptomatic
coronary disease in the American population. The low-
er line illustrates that deaths from hypertension have
decreased in every successive five-year period since
1940, including the earliest decade shown during which
we had virtually no successful form of treatment for
high blood pressure. 1977 was the last period of data
available at the time of this writing.

mortality raises more questions than it answers. For ex-
ample, the proper classification of a cause of death can
be so arbitrary in these graphs as to weaken its mean-
ing. If a patient with hypertension and a recent acute
myocardial infarction then dies of a stroke (not a rare
clinical course), where should he be classified? Hyper-
tension, heart attack and stroke were all present and
each is an ICDA coding subject. Any possible answer
is less important than the realization that by the rules of
coding multiple classification is not permitted.

Furthermore, the heart attack graph only plots deaths
and only those clinically diagnosed as due to heart
attack. It is not necessary to belabor what a spectrum of
accuracy the diagnosis represents, ranging from con-
firmation at autopsy to unfounded clinical impression
by inexperienced observers. The question of accuracy
of the diagnosis may not even be the major problem,
for the graph tells us nothing about non-fatal heart
attacks nor about the existence of coronary disease in
the asymptomatic population. Yet there is a growing
public belief and even claim by some physicians and
scientists that we are reducing the incidence of coronary
disease. Even a recent scholarly discussion of the sub-
ject, which concludes that the decline of deaths from
heart attacks is unexplained, carries a title which mis-
leadingly proclaims that ischemic heart disease, rather
than mortality from it, is what is declining (15). Deaths
from heart attacks and prevalence of coronary disease
are such different subjects and their inter-relation is so
complex that we must be more explicit and accurate in
public statements about this graph and what it means.
So here 1 will conclude. Some will say it has been

simply a jeremiad, a curmudgeonly glance at the neces-
sary complexity of science today. For those and all
others let me close with the brighter side. There have
been astonishing advances recently in our knowledge
about the pathogenesis of coronary disease. Re-
discovery of the platelet has revolutionized our thinking
about the morphogenesis of endothelial and medial le-
sions of coronary arteries. New knowledge about
lipoproteins, high and low density, and of their cellular
receptors grows almost daily. Coronary angiography
has taught us more accurate ways to assess spasm of
coronary arteries, where platelets may be very impor-
tant. There is burgeoning new research on electrical in-
stability of the heart as the major mechanism under-
lying sudden coronary death. And the surgical triumphs
of today would have staggered the imagination little
over one decade ago. These few examples do not do
full justice to a long list of comparable discoveries.

In our impatient zeal to prevent coronary disease
immediately, we must not lose sight of two things: first,
that we are not truly able to do that yet, but second,
that promising new possibilities are emerging. 1 firmly
believe that the American people can and will continue
to support medical research for the conquest of coron-
ary disease, but that they will do this best and most
enthusiastically when we are forthrightly honest with
them, do no dissemble, do not overpromise, and res-
train ourselves from shrill postures and polemical di-
atribes. The truth is exciting enough.

COMPARISON OF DEATHS FROM TWO
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