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Background: Questions remain about the importance of smok-
ing and smoking cessation after incident myocardial infarction.

Objective: To assess the association between smoking status
and risk for recurrent coronary events.

Design: Retrospective, population-based, inception cohort study.
Setting: Health maintenance organization from 1986 to 1996.

Patients: 2619 persons who survived to hospital discharge after
a first myocardial infarction.

Measurements: Relative risk (RR), assessed by using Cox pro-
portional hazards regression analysis, for recurrent coronary events
in nonsmokers (persons with no history of smoking), former
smokers (persons who had stopped smoking before infarction),
quitters (persons who stopped smoking after infarction), and ac-
tive smokers (persons who continued smoking after infarction).

Results: At the time of incident infarction, 33.6% of patients
were nonsmokers, 35.5% were former smokers, and 30.9% were

active smokers. Of the 808 persons who were active smokers at
the time of incident infarction, 449 quit smoking during hospital-
ization or after discharge. With nonsmokers as the reference
group, the multivariable RR for recurrent coronary events (n=
433) was 1.17 (95% CI, 0.93 to 1.43) for former smokers and
1.51 (Cl, 1.10 to 2.07) for active smokers. Among quitters, the RR
decreased as duration of cessation increased: With nonsmokers as
the reference group, the RR for quitters was 1.62 (Cl, 1.02 to
2.61) if the duration of cessation was 0 to less than 6 months,
1.60 (Cl, 0.97 to 2.60) if the duration was 6 to less than 18
months, 1.48 (Cl, 0.76 to 2.51) if the duration was 18 to less than
36 months, and 1.02 (Cl, 0.54 to 1.86) if the duration was 36
months or more (P = 0.01 for trend).

Conclusion: After incident myocardial infarction, smoking was
associated with an elevated risk for recurrent coronary events. In
persons who quit smoking after infarction, the risk declined to
equal that of nonsmokers by 3 years after cessation.
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moking is a risk factor for coronary artery disease (1).

Among persons without coronary disease who quit
smoking, the risk for incident coronary disease decreases
and approaches that of nonsmokers within 2 to 3 years
after cessation (2, 3). Some studies (4—17) show that quit-
ting smoking after myocardial infarction also seems to re-
duce the risk for adverse outcomes, including death. How-
ever, these studies of persons with established disease
generally focused on men 65 years of age or younger, had
limited information about possible confounding factors,
did not evaluate the time course of the potential benefits of
smoking cessation, and did not compare results to those in
nonsmokers. In contrast to these studies showing a benefit
of smoking cessation after myocardial infarction, some ev-
idence suggests that after infarction, smokers may not have
an elevated risk for recurrent events compared with never-
smokers, a finding termed the “smoker’s paradox” (18-
24). We examined the association between smoking status
and risk for recurrent coronary events and explored the
time course of potential benefits of cessation in a large
population-based inception cohort of persons who survived
to hospital discharge after an incident myocardial infarction.

METHODS
Setting and Participants

The study setting was Group Health Cooperative
(GHC), a health maintenance organization with more than
500 000 enrollees, based in western Washington State. The
organization’s model of health care delivery is structured so
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that most routine care for enrollees, including care after
myocardial infarction, is provided by personal primary care
physicians. Group Health Cooperative employs more than
300 primary care physicians and contracts with more than
500 other physicians.

Eligible patients included all GHC enrollees who sur-
vived to hospital discharge after a first myocardial infarc-
tion during the period from July 1986 (women) or July
1989 (men) through December 1996. Patients with inci-
dent myocardial infarction were identified by International
Classification of Diseases, 9th revision, codes from the
computerized discharge abstracts of the two GHC hospi-
tals, bills for out-of-plan services provided by non-GHC
physicians and health care facilities, and Washington State
death records. A trained records abstractor, assisted by
study physicians, validated the incident infarctions by re-
viewing available inpatient medical records. Previous work
(25) has confirmed the accuracy and completeness of the
methods used for ascertainment of myocardial infarction.

Persons were excluded if they were younger than 30 or
older than 79 years of age at the time of the incident
infarction, had previously had a myocardial infarction, had
the incident infarction as a result of surgery or another
procedure, died before hospital discharge, or had no infor-
mation available in the medical record after the incident
infarction. A total of 50 patients (1.8% of the total other-
wise eligible patients) were discharged alive from the hos-
pital but had no information in the chart after the incident
infarction. Persons were also excluded if they had made



fewer than four visits to GHC or had been enrolled in
GHC for less than 1 year before the incident infarction.
Among persons otherwise eligible for inclusion, 9.3% were
excluded because of inadequate duration of enrollment in
GHC. Of the 2677 patients who were initially eligible, 58
were excluded because of indeterminate smoking status,
leaving 2619 persons (97.8% of the original cohort) for
analysis.

The Human Subjects Review Committees of GHC
approved the study.

Smoking Status

We identified smoking status on the basis of ambula-
tory care and inpatient records. The GHC ambulatory
medical record is an important resource because it serves as
the primary method of communication among GHC phy-
sicians. It includes not only notes from ambulatory care
visits but also discharge summaries of hospitalizations, re-
sults of laboratory and diagnostic tests, consultant reports,
responses to annual GHC health questionnaires, and up-
dated problem lists. Data collection included a review of
the entire GHC ambulatory medical record for the period
before the first infarction, the period of hospitalization as-
sociated with the incident infarction, and the period after
the infarction up to a predetermined date in 1996, 1997,
or 1998. Patients were classified as nonsmokers (persons
with no history of smoking in the medical record), former
smokers (persons who had smoked but had quit before the
incident myocardial infarction), quitters (persons who were
smoking at the time of the incident myocardial infarction
and quit after the infarction), and active smokers (persons
who were smoking at the time of the incident myocardial
infarction and continued to smoke during follow-up).
Only those persons who quit smoking after their incident
infarction and maintained cessation for the duration of
follow-up were classified as quitters. Information about the
quit date, number of cigarettes smoked per day, and dura-
tion of smoking over time was also recorded. Patients were
closely monitored after the incident infarction; 97.6% had
a clinic visit within 3 months after hospital discharge, and
the median number of visits (physician, nurse, or emer-
gency department visits or hospitalizations) during the first
year after the incident infarction was 9 (25th, 75th percen-
tiles: 6, 14).

Clinical and Medication Covariates

Trained research assistants reviewed the ambulatory
care and inpatient medical records to collect information
about potential risk factors for coronary disease, such as use
of health services; marital status; alcohol consumption;
body weight; height; and medical conditions such as hy-
pertension, diabetes, and congestive heart failure. Conges-
tive heart failure was determined to have occurred on the
basis of the notes of the primary care physician and con-
sultants and the results of diagnostic tests. Hypertension
was defined as pharmacologically treated hypertension; di-
abetes was defined as diabetes pharmacologically treated
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Background

Smoking cessation decreases the risk for myocardial infarc-
tion among people without previous coronary disease, but
its effect on risk reduction after a first myocardial infarc-
tion has not been well studied.

Contribution

The researchers retrospectively observed relative risk for
recurrent coronary events in patients discharged from the
hospital after an incident myocardial infarction. Compared
to nonsmokers, active smokers were 1.5 times more likely
to have reinfarction. Among persons who had stopped
smoking, relative risk decreased gradually to the nonsmok-
ers' level over 36 months.

Implications

Physicians should emphasize the proven benefits of smok-
ing cessation to encourage patients to quit after a first
myocardial infarction.

—The Editors

with oral hypoglycemic agents or insulin. In addition, lab-
oratory values for random serum glucose, total cholesterol,
and high-density lipoprotein cholesterol were recorded.
Medication use was assessed at the time of hospital dis-
charge after the incident infarction by using information
from the discharge summary supplemented with informa-
tion from the first outpatient visit and the GHC comput-
erized pharmacy database. The status of the clinical and
medication covariates was determined at the time of hos-
pital discharge. Laboratory information was taken from the
period before the incident infarction.

End Point

The outcome of interest was recurrent coronary
events, defined as nonfatal myocardial infarction or coro-
nary death. Information on these end points was obtained
from the GHC ambulatory medical record, available inpa-
tient records, and the results of matches between Washing-
ton State death records and GHC enrollment records. In
patients with established coronary disease, if the underlying
cause of death was heart disease, heart failure, or arrhyth-
mia, the death was classified as a coronary death.

Statistical Analysis

Follow-up time began at the date of discharge from
the hospital after the incident infarction, and it extended to
the date of the first recurrent infarction, coronary death, or
censoring. Persons were censored at the date of death from
causes other than heart disease, the date of unenrollment
from GHC, or the end of the assigned follow-up period.
Cox proportional hazards regression analysis with a time-
dependent smoking status variable was used to model the
association of smoking status and recurrent coronary events
after adjustment for potential confounding factors (26). A
patient who quit smoking during hospitalization for the
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Table 1. Characteristics of Study Patients at Time of Hospital Discharge, by Smoking Status

Median body mass index (25th, 75th
percentile), kg/m?

Median ratio of total cholesterol to
high-density lipoprotein cholesterol

26.8 (24.4,30.6)

27.3 (24.5,30.7)

26.6(23.8,30.1)

26.2 (24.1,29.2)

Characteristic Nonsmokers Former Smokers* Persons Who Persons Who Persons Who
(n = 880) (n =931) Quit Smoking Quit Smoking Continued To

while Hospital- after Hospital Smoke after Hos-
ized for Myocar- Discharge pital Discharge
dial Infarction (n = 105) (n = 359)
(n = 344)

Median age (25th, 75th percentile), y 68.2 (58.7,74.1) 67.6 (59.3, 73.3) 60.6 (52.4, 67.8) 60.8 (52.8, 69.0) 59.0 (49.1, 68.2)

Women, n (%) 412 (46.8) 251 (27.0) 148 (43.0) 48 (45.7) 129 (35.9)

Patients with congestive heart failure,

n (%) 187 (21.3) 245 (26.3) 80 (23.2) 23 (21.9) 63 (17.5)
Patients with diabetes, n (%) 199 (22.6) 184 (19.8) 43 (12.5) 16 (15.2) 37 (10.3)
Patients with hypertension, n (%) 417 (47.4) 433 (46.5) 130 (37.8) 44 (41.9) 130 (36.2)
Patients with no alcohol consumption,

n (%) 561 (63.8) 383 (41.1) 163 (47.4) 40 (38.1) 136 (37.9)

26.4 (23.6,30.1)

(25th, 75th percentile) 5.5 (4.6, 6.5) 5.6 (4.6, 6.7) 5.8 (4.7,7.0) 5.5 (4.8, 6.5) 5.8(4.8,7.1)
Cigarettes/d (25th, 75th percentile), nt Not available 20 (20, 30) 20 (13, 30) 20 (15, 30) 20 (19, 30)
Duration of smoking (25th, 75th

percentile), y+ - 28 (18, 39) 37 (30, 45) 39 (30, 44) 36 (27, 45)
Patients receiving aspirin, n (%) 807 (91.7) 855 (91.8) 326 (94.8) 99 (94.3) 328 (91.4)
Patients receiving B-blockers, n (%) 456 (51.8) 466 (50.1) 167 (48.5) 49 (46.7) 172 (47.9)

* Persons who quit smoking before the incident myocardial infarction.

1 Cigarettes/d is the average number of cigarettes smoked per day for persons who quit smoking before the incident myocardial infarction and the number of cigarettes
smoked per day at the time of incident myocardial infarction for persons who were actively smoking at the time of incident myocardial infarction. This information was
available for 544 persons (58.4%) who quit smoking before incident myocardial infarction, 303 persons (88.1%) who quit during hospitalization for incident myocardial

infarction, 96 persons who quit after discharge (91.4%), and 309 persons (86.1%) who remained active smokers after incident myocardial infarction.

¥ Information on duration of smoking was available for 457 persons (49.1%) who quit smoking before incident myocardial infarction, 237 persons (68.9%) who quit during
hospitalization for incident myocardial infarction, 73 persons (69.5%) who quit after discharge, and 234 persons (65.2%) who remained active smokers after incident

myocardial infarction.

incident myocardial infarction was classified as a quitter.
For those who quit smoking after discharge, smoking sta-
tus was modeled with person-years accrued initially as if
the patient were an active smoker and then after cessation
as if the patient were a quitter.

To investigate the risk for recurrent coronary events in
relation to the duration of smoking cessation, we divided
follow-up time into four mutually exclusive categories of
duration of cessation (0 to <6 months, 6 to <18 months,
18 to <36 months, and =36 months). Because the under-
lying time scale used in the regression analysis was time
since hospital discharge after the first myocardial infarc-
tion, the Cox model adjusts for time since infarction, en-
abling an assessment of the relationship of duration of ces-
sation independent of time since infarction. In addition,
because most patients who quit smoking did so very soon
after the incident infarction, time since hospital discharge
and time since cessation of smoking were similar for many
quitters. To help discern whether the change seen among
quitters in the hazard ratio over time was due to smoking
cessation rather than to any other characteristic of smokers
that changed over time after discharge, we also evaluated
whether the coronary event hazard ratio among active
smokers varied with time since infarction.

We calculated the unadjusted rates of recurrent coro-
nary events for each category of smoking status and used
Cox proportional hazards regression analysis to compute
hazard ratios of recurrent coronary events associated with
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smoking status after adjustment for potential confounding
factors. Nonsmokers served as the reference group. Vari-
ables included in the multivariable Cox models, in addi-
tion to smoking status, were age at hospital discharge (in
years); sex; body mass index (weight in kg/height in m?);
alcohol consumption (none, any alcohol consumption but
not physician-diagnosed alcoholism, or physician-diag-
nosed alcoholism); random serum glucose level; presence of
congestive heart failure, hypertension, and diabetes; and
use of aspirin. We examined the hazard ratio in subgroups
defined by age (<65 years of age compared to =65 years of
age), sex, presence of hypertension, presence of diabetes,
body mass index (<30 compared to =30), thrombolytic
therapy for the incident infarction, and smoking intensity
at the time of the incident infarction (1 to 20 cigarettes per
day compared to =20 cigarettes per day) using interaction
terms in the Cox regression models. Analyses were done by
using Stata 7.0 software (Stata Corp., College Station, Texas).
Role of the Funding Source

The funding source had no role in the collection, anal-
ysis, or interpretation of the data or in the decision to
submit the manuscript for publication.

REsuLTs

In the 2619 persons who survived to hospital dis-
charge after a first myocardial infarction, the average age
was 63.9 years; 37.7% of these persons were women. At

www.annals.org



the time of incident myocardial infarction, 880 patients
(33.6%) were nonsmokers, 931 (35.5%) were former
smokers, and 808 (30.9%) were active smokers. Of the
808 active smokers, 344 (42.6%) quit smoking during hos-
pitalization for the incident myocardial infarction and 464
(57.4%) were active smokers at the time of hospital dis-
charge. Of the 464 persons who were active smokers at
hospital discharge, 105 quit smoking after discharge and
before a recurrent event or censoring. Compared to per-
sons who were smokers at the time of the incident myo-
cardial infarction, nonsmokers and former smokers tended
to be older, to have a greater body mass index, and to have
a higher prevalence of diabetes and hypertension (Table 1).
Characteristics were similar across quitter subgroups de-
fined by duration of cessation. In the three groups with a
history of smoking, the average number of cigarettes
smoked per day was similar, whereas smoking duration was
shorter for former smokers than for persons who quit dur-
ing hospitalization or who continued to smoke.

During the 8813 person-years of follow-up (median
follow-up, 3.0 years), 433 recurrent coronary events oc-
curred: 272 nonfatal myocardial infarctions, 94 fatal myo-
cardial infarctions, and 67 other coronary deaths. A total of
229 patients were censored because they were lost to
follow-up; they represented 390 years or 4.2% of total
person time. The proportion of person time lost to follow-
up was similar across smoking status: 4.5% among non-
smokers, 3.7% among former smokers, 5.2% among quit-
ters, and 3.6% among active smokers. With nonsmokers as
the reference group (Table 2), the hazard ratio of recurrent
coronary events was elevated among those who quit smok-
ing after incident myocardial infarction (adjusted relative
risk, 1.43 [95% CI, 1.07 to 1.93]) and those who contin-
ued to smoke (adjusted relative risk, 1.51 [CI, 1.10 to
2.07]). The risk for recurrent coronary events was similar
in those who quit before the incident myocardial infarction
and in nonsmokers. The hazard ratio associated with
smoking status and recurrent coronary events did not differ
across subgroups defined by sex, age, hypertension, diabe-
tes, body mass index, thrombolytic therapy, or smoking
intensity. In sensitivity analyses, further adjustment for
family history of coronary heart disease; ratio of total cho-
lesterol to high-density lipoprotein cholesterol; pulse rate;
serum creatinine level; thrombolytic therapy for the inci-
dent infarction; education; marital status; calendar year;
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and use of B-blockers, angiotensin-converting enzyme in-
hibitors, or lipid-lowering therapy at hospital discharge
changed the hazard ratio estimates associated with smoking
status only slightly. Adjustment for these covariates not
included in the final model typically changed the estimates
by less than 5% and never by more than 10%. Confidence
intervals also changed only slightly, and the statistical sig-
nificance of the associations did not change. For example,
adjustment for the aforementioned additional covariates
resulted in a range of hazard ratios of 1.42 to 1.45 among
quitters and 1.50 to 1.54 among active smokers.

Among persons who quit smoking after the incident
myocardial infarction compared to nonsmokers, the hazard
ratio declined as the duration of cessation increased, and it
approached that of nonsmokers after 3 years (test for trend,
P = 0.01 among persons who quit after infarction) (Table 3).
By contrast, the hazard ratio among active smokers com-
pared to nonsmokers did not decline over time since in-
farction. We detected no differences across subgroups de-
fined by sex, age, hypertension, diabetes, body mass index,
or smoking intensity in the association between decreasing
hazard ratio and increasing duration of cessation.

DiscussioN

In our study, persons who continued to smoke after
incident myocardial infarction had a 50% increase in risk
for recurrent coronary events compared to nonsmokers, an
excess risk apparent across demographic, clinical, and treat-
ment subgroups. Among those who quit smoking after in-
cident myocardial infarction, the risk seemed to decline
over time until it matched that of nonsmokers as the du-
ration of cessation approached 3 years. Former smokers
(persons who had quit smoking before the incident myo-
cardial infarction) did not seem to have an elevated risk
compared to nonsmokers.

The elevated risk for recurrent coronary events among
active smokers after incident myocardial infarction is of
considerable public health importance. Active smokers
made up nearly 20% of our cohort, and this proportion is
similar to that found in other populations with prevalent
heart disease (27, 28). The magnitude of the increased risk
among smokers in our study is similar to that found in
other investigations of populations with prevalent disease
that have found smokers to have elevated risk compared to

Table 2. Unadjusted Rate and Multivariable-Adjusted Hazard Ratio of Recurrent Coronary Heart Disease Events, by Smoking Status

Smoking Status Coronary Heart Person-Years Unadjusted Rate per Multivariable-
Disease Events, n at Risk 1000 Person-Years Adjusted Hazard
Ratio (95% Cl)*
Nonsmokers 139 3084 45.1 1.00 (reference)
Persons who quit smoking before incident myocardial infarction 162 2970 54.5 1.17 (0.93-1.49)
Persons who quit smoking after incident myocardial infarction 72 1502 47.9 1.43 (1.07-1.93)
Active smokers after incident myocardial infarction 60 1257 47.7 1.51 (1.10-2.07)

* After adjustment for age, sex, presence of congestive heart failure, presence of diabetes, presence of hypertension, aspirin use, alcohol use, body mass index, random serum

glucose level, and time from hospital discharge.
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Table 3. Duration of Smoking Cessation and Unadjusted Rate and Multivariable-Adjusted Hazard Ratio of Recurrent Coronary Heart

Disease Events

Smoking Status

Nonsmokers 139
Persons who quit smoking after incident myocardial infarction
Duration of cessation

0 to <6 months 23
6 to <18 months 21
18 to <36 months 15
=36 months 13
Active smokers after incident myocardial infarction 60

Coronary Heart
Disease Events, n

Person-Years Unadjusted Rate per Multivariable-

at Risk* 1000 Person-Years Adjusted Hazard
Ratio (95% CI)t

3084 451 1.00 (reference)
186 123.7 1.62 (1.02-2.61)
418 50.3 1.60 (0.97-2.60)
434 345 1.48 (0.76-2.51)
464 28.0 1.02 (0.54-1.86)
1257 47.7 1.51 (1.10-2.07)

* Total number of persons still under observation over time among those who quit smoking after incident myocardial infarction was 449 at 0 to <6 months, 414 at 6 to

<18 months, 349 at 18 to <36 months, and 226 at =36 months.

T After adjustment for age, sex, presence of congestive heart failure, presence of diabetes, presence of hypertension, aspirin use, alcohol use, body mass index, random serum

glucose level, and time from hospital discharge.

nonsmokers (29-31). We found no evidence to support
the previously reported “smoker’s paradox” among those
who continued to smoke after infarction, even among
those who received thrombolytic therapy (32, 33). Given
the considerably younger age of smokers at the time of the
incident infarction and their elevated risk after infarction,
smoking seems to have a consistently adverse effect on
health.

As in other studies of postinfarction populations or
populations having procedures for coronary artery disease
(5, 30, 31, 34), approximately half of persons classified as
smokers at the time of their coronary event or procedure
permanently quit smoking; this finding underscores the
strong motivating influence of myocardial infarction in
achieving cessation (35). Those who quit smoking after
their incident infarction had an overall risk for recurrent
events that was similar to that of active smokers; however,
the risk decreased over time and approached that of non-
smokers 3 years after cessation, a result consistent with the
time course of benefit in the primary prevention setting (2,
3). Given this time-dependent association, the overall risk
observed among quitters is in part a function of the length
of follow-up. Thus, the overall risk evident among quitters
in our analysis (median follow-up, 3 years) is probably an
overestimate because average survival after hospital dis-
charge substantially exceeds the length of follow-up time in
our cohort (36).

Various factors may explain the time lag for decreased
risk among quitters after incident infarction. Although
smoking acutely potentiates thrombosis by producing oxi-
dative stress, endothelial dysfunction, and platelet activa-
tion (37, 38), it may also promote atherosclerosis and
thrombosis by longer-term means that include impaired
insulin sensitivity and renal dysfunction (39, 40). Alterna-
tively, some persons who quit smoking after myocardial
infarction may have quit in part because of more (unmea-
sured) smoking-related symptoms and thus may have been
sicker than those who continued to smoke (41). These
persons would presumably have recurrent events sooner
rather than later after cessation.
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Our study has limitations. We defined smoking status
on the basis of retrospective chart review that relied on
physician assessment and documentation of smoking sta-
tus. Smoking status was therefore not prospectively and
systematically assessed or recorded. This limitation should
be placed in the context of the postinfarction setting,
where patients were followed closely and clinical attention
would probably be directed toward minimizing modifiable
potential risk factors, such as smoking. Smoking status was
based on patient report as documented in the medical
record and was not verified by biochemical assay; among
those with heart disease, however, self-report seems to be
reasonably accurate (4, 42). Given the relationships ob-
served, misclassification of smoking status would probably
have attenuated the true association between active smok-
ing and risk for recurrent coronary event; thus, our find-
ings may underestimate the risk associated with smoking.
In addition, we were able to classify as quitters only those
who had permanently quit smoking; those who quit and
then resumed smoking were classified as active smokers.

Although the relations seen persisted in numerous sen-
sitivity analyses, we cannot exclude the possibility of con-
founding (for example, confounding due to income level).
In particular, persons who are able to quit smoking may be
more compliant than others, and patient adherence is
known to be related to improved prognosis (43). In addi-
tion, we could not adjust for the individual physician. It is
possible that physicians who were better able to assist pa-
tients with cessation might also have provided other bene-
ficial care that reduced the risk for recurrent coronary
events and was not accounted for in the models. However,
adjustment for other measures that might be associated
with physician practice, such as use of medications (includ-
ing B-blocker, lipid-lowering, and angiotensin-converting
enzyme inhibitor therapies) did not alter the associations
with smoking status. Moreover, unlike most treatments,
smoking cessation is a complex process that is partly deter-
mined by patient characteristics (such as “readiness to
quit”) rather than physician-initiated care. Finally, we
could not assess for the possibility of variance inflation due
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to clustering by physician. However, because there are
many physicians relative to the number of patients, the
variance inflation due to clustering is probably small, un-
less there was a high degree of variation of outcomes across
physicians. This study also has many strengths: Our find-
ings compare the various clinical groups of smokers (non-
smokers, former smokers, quitters, and active smokers) and
are derived from a large, population-based cohort with in-
formation available on a broad range of important clinical,
treatment, and laboratory variables.

In conclusion, smoking after incident myocardial in-
farction was associated with an increased risk for recurrent
coronary events. However, in persons who quit smoking
after the incident myocardial infarction, the risk seemed to
decline to equal that of nonsmokers after 3 years of cessa-
tion. These results, taken together with the increasing array
of behavioral and pharmacological therapies that help per-
sons achieve and maintain smoking cessation (44), the
safety of these interventions in those with coronary disease
(45—47), and the strong motivating influence of infarction
(35), support efforts to make smoking cessation an impor-
tant goal for patients and physicians after myocardial in-
farction.
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