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multiple regression analysis, which showed diastolic blood pressure,
cigarette consumption, age, ratio of total to high density lipoprotein
cholesterol, and history of angina to be the important predictors of
coronary score. No other variables were significant at 01 x level.

Discussion

Our findings support the current epidemiological evidence in
favour of an association between cigarette smoking and coronary
artery disease.9 10 Such an association has not been reported pre-
viously in patients undergoing routine coronary arteriography,
although a similar relation has been found in 113 patients with
angina undergoing investigation before coronary bypass sur-
gery.2' As there is no evidence to suggest that patients with
valvular heart disease have more coronary atheroma than mem-
bers of the general population we suggest that this relation
between cigarette smoking and coronary artery disease may
exist in the general population as well as in patients with clinical
evidence of ischaemic heart disease.
An estimate of the total number of cigarettes smoked in life

correlated with the overall severity of coronary artery disease
as well as with the number of coronary arteries with appreciable
stenoses. When assessing the importance of cigarette smoking as
a risk factor for coronary artery disease we found that such an
estimate of previous as well as current smoking habits (quantity
and duration of risk exposure) was more valuable than the
number of packs currently being smoked. Pack years (packs or
fractions of packs per day times years) may be similarly useful.
Former cigarette smokers-that is, people who, having smoked
for at least 10 years, had stopped for at least one year-had no
less appreciable coronary artery disease than current smokers
irrespective of whether they had stopped smoking five or 10
years before. The numbers of cigarettes smoked for current
and former smokers did not, however, differ significantly. To
our knowledge no current evidence is available to suggest that
coronary atheroma per se regresses on stopping smoking,
although the major epidemiological prospective studies have
shown that subsequent death rates are lower in people who
stop smoking than in those who continue smoking.4 20 28 The
reduction in the incidence of myocardial infarction and death
after stopping smoking is likely to be due to some other beneficial
effects of stopping such as lower catecholamine concentrations,
lower serum carboxyhaemoglobin concentrations, reduced blood
viscosity, reduced endothelial hypoxia, reduced platelet ad-
hesiveness, or reduced tendency to ventricular arrhythmias.29

Necropsy studies support the epidemiological and current
arteriographic findings in showing an increased prevalence of
coronary atherosclerosis in cigarette smokers. Auerbach et al
initially reported advanced coronary atheroma three times more
often in men smoking two packs (40 cigarettes) a day than
in those not smoking regularly22 and subsequently reported that
microscopic fibrous intimal thickening of coronary arteries was
related to cigarette consumption. This relation was particularly
pronounced in the myocardial arterioles. Here the strongest
association with cigarette smoking was found with hyaline
thickening of the myocardial arterioles, which was observed in
98 6°o of those smoking two or more packs a day and never in
non-regular smokers. Although in our study we could not assess
this last correlation, these findings are important when relating
the histopathological and clinical effects of cigarette smoking
on the myocardium.
The complex interrelation between cigarette smoking and

other cardiovascular risk factors makes assessing the importance
of smoking habit as an independent risk factor for coronary
disease difficult. We have shown the limited value of a history
of cigarette smoking as a sole indicator of the presence and
severity of coronary artery disease and presume that this is
due to the multifactorial aetiology of the disease process. Never-
theless, here, and in a previous study,'0 we have established using

multiple regression analysis that an estimate of the number of
cigarettes smoked in life can be useful for identifying patients
with coronary artery disease when taken in conjunction with data
on arterial blood pressure, age, family history of ischaemic heart
disease, severity of angina, and the ratio of total to high density
lipoprotein cholesterol.

We thank Mrs C A McLaughlin for typing the manuscript.
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Correction

Perforation of intestinal duplication by enteroliths after
trauma

We regret that an error occurred in this article by Mr P V Marks and
Mr A E Stuart (22-29 December, p 1744). Mr A E Stuart's name was

wrongly spelt as A E Stunt.
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