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Commentary: Alcohol, the Heart, and

Public Policy

Meir J. Stampfer, MD, Eric B. Rimm, ScD, and Diana Chapman Walsh, PhD

Light to moderate drinkers have sub-
stantially lower rates of cardiovascular
mortality and mortality from all causes
than do nondrinkers or heavy drinkers.
This finding has been observed repeatedly
in several dozen epidemiologic studies us-
ing a variety of designs.! Recent research
has added further persuasive evidence to
support a causal interpretation of this as-
sociation.

In epidemiological studies, classifica-
tion of moderate alcohol consumption
ranges from half a drink per day (or less)
in some studies up to six drinks a day in
others. A 5-0z glass of wine, a 12-0z can of
beer, or a shot (1.5 oz) of spirits contains
about 13 g to 15 g of alcohol. We consider
moderate drinking to be one to two drinks
per day for a man and perhaps somewhat
less for a woman. For most individuals,
this is a safe definition. However, toler-
ance to alcohol depends on age, sex, body
size, and cultural situation; therefore, no
single global definition of ‘‘moderate” can
be made. History of past consumption,
rate of consumption, and proximity to
meals also alter metabolism of alcohol.

In widely disparate populations, from
across Europe and North America to Aus-
tralia and Thailand, a consistent 20% to
40% reduction in coronary disease has

been reported among moderate drinkers.
This association is not in dispute. Al-
though a causal interpretation is most
plausible, a few investigators have advo-
cated the alternative explanation that the
comparison group of nondrinkers is at
higher risk of coronary discase because
that category includes covert alcohol
abusers and those who quit drinking be-
cause of ill health.2

Work from our group®+ and from
others strongly refutes these theories. We
compared estimated average alcohol in-
take from our questionnaire with actual
intake from 14 days of diet records. We
found, in both men and women, a corre-
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lation of approximately .9 between alco-
hol consumption estimated from the ques-
tionnaire and that measured from diet
records.> Furthermore, we found highly
significant correlations between reported
alcohol intake and high-density lipopro-
tein cholesterol in both groups.

For the heaviest alcohol users, a
questionnaire or interview may not pro-
vide valid information. However, alcohol
abusers are far less likely than others to
participate in epidemiological studies and
therefore the purported presence of heavy
drinkers in the nondrinker category is an
untenable explanation for the inverse as-
sociation.

In large and detailed studies, one also
may compare moderate alcohol consump-
tion with very light consumption. In our
analyses of 87 000 nurses?®and 51 000 male
health professionals* we found a signifi-
cant inverse association with increasing
alcohol consumption even with total ab-
stainers excluded.

In our two large cohorts we also
tested the second, related, noncausal ex-
planation, that men and women with pre-
existing disease abstain from alcohol. If
true, this would tend to produce an arti-
factual association between abstinence
and higher risk of coronary disease.

In most prospective studies, partici-
pants with diagnosed coronary disease are
excluded at the start of follow-up. How-
ever, those with risk factors such as dia-
betes, hypertension, or hypercholesterol-
emia are usually not excluded. As
expected, we did find a higher prevalence
of these conditions among the abstainers
in our cohorts. However, in alternative
analyses excluding participants with those
risk factors, we still found a strong inverse
association between alcohol and coronary
disease.

Other prospective studies have re-
ported similar findings. Although Shaper?
originally did not find a similar association
after excluding men with preexisting dis-
ease in the British Regional Heart Study,
with additional fellow-up a reduction in
ischemic heart disease was found even
among men free of existing disease.®
Overall mortality was not reduced, but
this could be explained in part by the cat-
egorization of those reporting from one
half up to six drinks per day as “moder-
ate” drinkers. Further, in this population
of 7735 men, the strong correlation be-
tween drinking and smoking makes it dif-
ficult to obtain precise estimates of the
independent effect of drinking. The data
from 276 802 men enrolled in the Ameri-
can Cancer Society prospective study
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provide much more convincing evidence.
They show a maximal reduction in total
mortality at one to two drinks per day
among all participants, both before and
after excluding those who were ill at base-
line.”

In the Kaiser-Permanente study of
over 120 000 persons, Klatsky and Arm-
strong? reported reduced coronary mor-
tality among drinkers compared with life-
long nondrinkers. This important finding
tends to refute the hypothesis that the pro-
tective effect is an artifact caused by the
inclusion in the nondrinker group of mod-
erate drinkers who quit because of dis-
ease. Similarly, in our cohorts, we ex-
cluded men and women with a marked
decrease in alcohol intake over the previ-
ous 10 years; in those analyses the sub-
stantial reduction in risk among the mod-
erate drinkers remained apparent.

Recently, attention has focused on
the possible differences in the effect of dif-
ferent alcoholic beverages, particularly
the purported special benefits of red wine.
The epidemiological evidence suggests
that all alcoholic beverages are similarly
protective. Some studies find wine more
protective; others, beer or spirits. For ex-
ample, in the Health Professionals Fol-
low-Up Study,* men consuming two
drinks per day of spirits were at slightly
lower risk than those who consumed al-
cohol from other sources. In the Nurses’
Health Study,? wine was found to be a bit
more protective, and in an earlier prospec-
tive study, Yano et al.? reported the low-
est risk for moderate beer drinkers.
Frankel et al.10 reported on specific com-
ponents of red wine that may act as an-
tioxidants to reduce atherosclerosis.
However, in a recent update from the
large Kaiser cohort, Klatsky and Arm-
strong8 found that white wine drinkers had
a slight advantage over red wine drinkers,
though both groups were at reduced risk
compared with nondrinkers.

The best documented mechanism of
the cardioprotective effect of alcohol is
that it raises the concentration of high-
density lipoprotein (HDL).1! At one time,
it was believed that alcohol raised only the
HDL-3 subfraction and that only the
HDL-2 subfraction was protective. Both
of these beliefs are incorrect. Alcohol in-
creases both subfractions, but it raises
HDL-3 more than it does HDL-2. Both
subfractions are associated with de-
creased risk, and fractionating high-den-
sity lipoprotein provides little or no addi-
tional information about risk beyond that
derived from total high-density lipopro-
tein.12

Other mechanisms are likely. Alco-
hol intake decreases platelet aggregability
and causes a marked short-term increase
in tissue-type plasminogen activator.13
Both effects point toward an acute reduc-
tion of clot formation and hence a de-
crease in risk. These mechanisms are con-
sistent with a recent case-control study
that found a short-term protective effect of
alcohol consumption in addition to a ben-
efit of habitual moderate intake.14

A protective effect of moderate alco-
hol consumption is well established from
epidemiological data and plausible biolog-
ical mechanisms. What are the public
health implications of this finding? In a
1979 editorial, Castelli'5 concluded that al-
though two drinks per day appear to be
protective, ““‘with 17 million alcoholics in
this country we perhaps have a message
for which this country is not yet ready.”

Is this a message for which the coun-
try ought to ready itself? If the medical and
health establishments were to advocate
regular drinking of small amounts of alco-
hol, would the risk of increased problem
drinking outweigh the benefit of healthier
hearts? Whose risk would increase and
who would benefit? Can clinicians cor-
rectly identify patients for whom such ad-
vice would be contraindicated?

People—and not only alcoholics—
often experience unpleasantness, and oc-
casionally very much worse, as a result of
their drinking.16 What we see far less
clearly is how various factors combine to
produce these bad outcomes—what the
risk (and protective) factors are that ex-
plain why in some circumstances some
people get into trouble with alcohol
whereas others escape. Roughly half of
American men who qualify as heavy
drinkers never experience problems in
connection with their alcohol use. Of
those whose episodic abuse does lead to
serious trouble, about half are not habitual
heavy drinkers.1?

Studies have identified markers of
substance abuse in adolescents: early trial
and initiation; strong peer influences; non-
conformity and rebelliousness; low
achievement in school; lack of family lim-
it-setting, involvement, and support.18
Among adults, being male, being younger
than 30 years, having lower income, being
in the working class, and coming from a
family with a history of alcoholism in-
crease the risk of heavy drinking, alcohol
abuse, and alcoholism. Paradoxically,
some of the same high-risk groups have
higher proportions of abstainers and
would, as a consequence, be particular
targets of the prodrinking message. Nu-
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merous theories—genetic, metabolic,
psychological, social, cultural, and addic-
tion-based—have been advanced to ex-
plain the onset and uneven course of
problem drinking, alcohol abuse, or alco-
holism. But no theory or combination of
theories adequately explains what mamny
scholars now believe are diverse phenom-
ena. Meanwhile, numerous studies have
demonstrated that physicians frequently
miss the diagnosis even of severe alcohol-
ism.1?

In the United States, less than 10% of
the population reports drinking more than
two drinks per day, the cutoff for “heavy
drinking” in national survey research.
This means that “moderate” drinkers, be-
cause of their much greater numbers,
probably account for well over half of all
alcohol problems, a finding that led re-
searchers at the Institute of Medicine to
observe in a groundbreaking report that
“if all the clinically diagnosed alcoholics
were to stop drinking tomorrow, a sub-
stantial fraction of what we understand as
alcohol problems would still remain.””20
The statement heralded a conceptual wa-
tershed in the way the world thinks about
alcohol control, diverting the focus from
treating alcoholics toward what was
termed a new “‘public health™ approach.
Two key assumptions behind that ap-
proach are especially pertinent here.

First, public health thinking implies a
systems approach, the object of which is
to mobilize a range of change strategies—
education, moral suasion, and formal
rules and laws—in an integrated program
of controls aimed at host, agent, and en-
vironment. In this approach, a united front
and the absence of mixed messages be-
come very important, because the hope is
to create a constancy of messages and pol-
icies.2! The possibility that a daily dose of
alcohol might be cardioprotective is a per-
turbation that threatens to complicate or
dilute messages designed to alert drinkers
to risks.

The second important assumption
behind the public health approach to al-
cohol control is that it seeks to move the
whole consumption curve toward lower
per capita consumption overall.2 The
hope is that alcohol problems will, as a
consequence, abate. Again, the emer-
gence of scientific evidence that alcohol
may be salutary seems to fly in the face of
this goal. It suggests that health risks in-
crease at both tails of the consumption
curve, so that wholesale shifting of the
curve could put a subgroup of undercon-
sumers at risk for heart disease.
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Should we therefore promote the
consumption of small amounts of alcohol?
In theory, this would increase the ““social
availability””> of alcohol—the perception
among the public that drinking is norma-
tive.22 We simply do not know what the
effect might be on overall consumption
rates and on alcohol-related problems.
But we do have fairly robust evidence that
problems decrease with reductions in the
physical and economic availability of al-
coholic beverages. Problem indicators de-
cline when sales of alcohol are sharply
curtailed or prohibited and increase again
when restrictions on access are relaxed.
Raising the taxes on alcohol reduces con-
sumption, even among heavy drinkers,
and at least some associated injuries and
deaths.2425 Increasing the minimum legal
drinking age seems to reduce highway
crashes.26

The public health response to alcohol
abuse is far from optimal. Both the reach
and the range of alcohol treatment strate-
gies need to be expanded. We need more
inventive strategies to get people with na-
scent problems to notice them earlier and
avail themselves of low-intensity inter-
ventions and supports, which must be
made more diverse.

We also need to develop innovative
programs to reach people where they
study, live, and work and through the
mass media. The focus of such efforts
should be to change public awareness and
behavior concerning alcohol-associated
risk. The messages should promote norms
that would presumably be protective
against alcohol problems:

e It is always acceptable to decline a
drink.

e It is never acceptable to become
really intoxicated.

® It is never acceptable to drink in
situations in which alcohol is associated
with significant risk—during pregnancy,
while taking medications, before driving a
car or using other dangerous machinery,
atwork, or while engaged in other pursuits
that demand coordination and full posses-
sion of one’s faculties.

It is impossible to predict with con-
fidence what the public health impact
might be of an effort to promote the reg-
ular consumption of small amounts of al-
cohol. Large longitudinal studies would be
required before we could safely say who
might be at risk of progressing to heavier
or hazardous drinking. Resources for such
research have not been available. Com-
prehensive cost-benefit analyses are
needed to sort out the benefits and risks to
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individuals and to society. Research is
needed, too, to clarify whether the pro-
tective effect of alcohol is general or
whether the message should apply only to
a subgroup. Even with better risk-factor
models, we would still be hard pressed to
foresee situations, which unfortunately
are not uncommon, in which episodes of
alcohol abuse among usually moderate
drinkers might result in the injury or death
of the drinker or someone else.

If a prodrinking campaign were to be
mounted, it should certainly seek to avoid
communicating the message to certain
groups: anyone with a family history of
alcoholism, people younger than age 21,
and pregnant women. It should also ad-
dress all risk factors for cardiovascular
disease, since the others—such as smok-
ing and hypertension—can be reduced by
individuals without putting the health of
others at risk. But our society is so lacking
in effective social controls on alcohol
abuse and pays such a heavy price for its
inadequate response that, although a pol-
icy opposing moderate alcohol consump-
tion may be inadvisable, the thought of a
public policy promoting alcohol consump-
tion runs strongly against the grain, how-
ever much it might capture at least some
hearts. O
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