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ABSTRACT

BACKGROUND
The West of Scotland Coronary Prevention Study was a randomized clinical trial
comparing pravastatin with placebo in men with hypercholesterolemia who did not
have a history of myocardial infarction, with an average follow-up of approximately
5 years. The combined outcome of death from definite coronary heart disease or defi-
nite nonfatal myocardial infarction was reduced from 7.9 to 5.5% (P<0.001) in the
treatment group. Extended follow-up data were obtained for approximately 10 years
after completion of the trial.

METHODS

For the survivors of the trial, all deaths, hospitalizations and deaths due to coronary
events and stroke, and incident cancers and deaths from cancer were tracked with
the use of a national computerized record-linkage system. The results were ana-
lyzed with time-to-event analyses and use of Cox proportional-hazards models.

RESULTS

Five years after the trial ended, 38.7% of the original statin group and 35.2% of the
original placebo group were being treated with a statin. In the period approxi-
mately 10 years after completion of the trial, the risk of death from coronary heart
disease or nonfatal myocardial infarction was 10.3% in the placebo group and 8.6%
in the pravastatin group (P=0.02); over the entire follow-up period, the rate was
15.5% in the placebo group and 11.8% in the pravastatin group (P<0.001). Similar
percentage reductions were seen in the combined rate of death from coronary heart
disease and hospitalization for coronary events for both periods. The rate of death
from cardiovascular causes was reduced (P=0.01), as was the rate of death from
any cause (P=0.03), over the entire follow-up period. There were no excess deaths
from noncardiovascular causes or excess fatal or incident cancers.

CONCLUSIONS
In this analysis, 5 years of treatment with pravastatin was associated with a signifi-
cant reduction in coronary events for a subsequent 10 years in men with hypercho-
lesterolemia who did not have a history of myocardial infarction.
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HE WEST OF SCOTLAND CORONARY PRE-

vention Study (WOSCOPS) was a random-

ized, double-blind, placebo-controlled clini-
cal trial of the 3-hydroxy-3-methylglutaryl coenzyme
A reductase inhibitor pravastatin (Pravachol, Bris-
tol-Myers Squibb) in middle-aged men without a
history of myocardial infarction.3 After an aver-
age of approximately 5 years, the combined out-
come of death from definite coronary heart dis-
ease or definite nonfatal myocardial infarction
was reduced from 7.9% in the placebo group to
5.5% in the pravastatin group (P<0.001), and the
risk of death from definite or suspected coronary
heart disease was reduced from 1.9% to 1.3%
(P=0.04). There was a trend toward a reduction
in the risk of stroke, and there was no evidence
of an increased risk of death from noncardiovas-
cular causes or of an increased risk of incident
cancer. Mortality from any cause was 4.1% in the
placebo group and 3.2% in the pravastatin group
(P=0.051, unadjusted for covariants).

The observed benefits of treatment with prav-
astatin notwithstanding, an extended follow-up
study was planned. The goals of long-term fol-
low-up were to monitor the use of cholesterol-
lowering therapy for 5 years after the end of the
study and to assess ongoing safety and efficacy
by collecting data on clinical events for approxi-
mately 10 years after the end of the study. We re-
port here the results of this long-term analysis.

METHODS

TRIAL DESIGN
The design and conduct of WOSCOPS have been
described elsewhere.™2 In brief, it was a random-
ized trial comparing pravastatin (40 mg once daily)
with placebo in men with no evidence of previous
myocardial infarction. To meet the entry criteria,
study participants had to have two measurements
of low-density lipoprotein (LDL) cholesterol with val-
ues of 155 mg per deciliter (4.0 mmol liter) or high-
er, with at least one value that was 174 mg per deci-
liter (4.5 mmol per liter) or higher and at least
one value that was 232 mg per deciliter (6.0 mmol
per liter) or lower. The trial design was approved
by the ethics committees of the University of
Glasgow and all participating health boards.
Between February 1, 1989, and September 30,
1991, a total of 6595 men meeting the inclusion
criteria who gave written informed consent were
enrolled and underwent randomization. During
the trial, patients were followed for the occur-

rence of end-point events, which were reviewed
and classified by an end-points committee.* The
primary end point was the combined outcome of
death from definite coronary heart disease or
definite nonfatal myocardial infarction. The aver-
age duration of follow-up was 4.9 years (range, 3.5
to 6.1). Final visits occurred between February
and May 1995.

POST-TRIAL MANAGEMENT
After the final scheduled trial visits, pravastatin
or placebo was withdrawn, and the patients were
returned to the care of their primary care physi-
cians. The primary focus of lipid-lowering therapy
in general medical practice at this time was on
secondary prevention with statins, based on the
results of the Scandinavian Simvastatin Survival
Study*> and subsequently on the results of the
Long-Term Intervention with Pravastatin in Ischae-
mic Disease (LIPID) trial®”? and the Cholesterol
and Recurrent Events (CARE) trial.® Principles of
lipid lowering for primary prevention had not yet
been developed. Therefore, the decision by each
patient’s primary care physician regarding the use
of statin therapy was not based on specific guide-
lines or established practice.

POST-TRIAL STUDY DESIGN
The post-trial study was a comparison of clinical
outcomes of interest for the two original study
groups (pravastatin and placebo), regardless of
the actual subsequent use of lipid-lowering ther-
apy during the post-trial period. The study was
designed by the authors, and the design was ap-
proved by the ethics committee of the Royal Infir-
mary, Glasgow. The staff of the Robertson Centre
for Biostatistics, University of Glasgow, collected
all post-trial data and conducted all statistical
analyses. Dr. Ford wrote the first and subsequent
drafts of the manuscript, submitted it for publi-
cation after feedback and approval from the other
authors, and vouches for the accuracy and com-
pleteness of the data and analyses. The funding
organizations had no involvement in the collec-
tion or analyses of the data or in manuscript prep-
aration.

POST-TRIAL DATA COLLECTION
All survivors were asked to provide written in-
formed consent for a nurse to access their primary
care records after 1, 3, and 5 years in order to
record their prescribed cholesterol-lowering treat-
ment. Follow-up for clinical events was based en-
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tirely on the use of records held by the National
Health Service for Scotland. Personal identifiers
for the study participants were electronically linked
to hospital discharge records (Scottish Morbidity
Record 01), the cancer registry (Scottish Morbid-
ity Record 06), and General Register Office death
records (held by the Information and Statistical
Division of the National Health Service for Scot-
land) by means of established record-linkage meth-
ods.? Data on outcome events for each study par-
ticipant were extracted from the databases with
the use of appropriate International Classification of
Diseases codes (versions 9 and 10). For deaths and
hospital discharge summaries, data were available
through December 2004, and for incident cancers
through June 2003. Approval for record linkage
was given by the Privacy Advisory Committee at
the Information and Statistics Division of the
National Health Service for Scotland.

For consistency, our analyses of events during
the post-trial period are based on these record-
linkage data only. Because of differences in defi-
nitions of events, differences in ascertainment
accuracy between the trial and record-linkage
methods, and coding variation, there may be in-
consistencies between the numbers of events
reported here and those in other WOSCOPS re-
ports. We have previously verified a close corre-
lation between events adjudicated by the trial
events committee and those ascertained by record
linkage.1°

OUTCOMES
The primary cause of death reported in the death
records was used to identify the fatal outcomes of
interest. These included death from any cause,
death from coronary heart disease, death from
cardiovascular or noncardiovascular disease, and
death due to cancer.

Composite cardiovascular outcomes analyzed
included death from or hospitalization for coro-
nary heart disease, death from coronary heart dis-
ease or nonfatal myocardial infarction, and fatal
or nonfatal stroke. For the outcomes of myocar-
dial infarction and stroke, any record of myocar-
dial infarction or stroke, whether or not it was the
primary reason for hospitalization, was included
as an event. For coronary heart disease events, any
event that was the primary reason for hospitaliza-
tion and any nonfatal myocardial infarction were
recorded as events. For hospitalizations, the date
of admission was used as the date of the event.

Cancer outcomes analyzed included all inci-

dent cancers as well as the most commonly oc-
curring, site-specific cancers (colorectal, lung,
prostate, upper gastrointestinal, and urinary tract
cancers). Nonmelanoma skin cancer was not in-
cluded as an event. Any cancer reported on the
death form but not recorded in the cancer regis-
try database was included as an event. The date
of registration in the database (or the date of
death, if that was the time of first identification)
was used as the date of the event.

STATISTICAL ANALYSIS
The events during the trial period (average 5 years
of follow-up), in the post-trial follow-up period
(approximately 10 years), and during the full period
of follow-up (approximately 15 years) were tabulat-
ed. Cox proportional-hazards models were fitted
for the same periods and included the original
study-group assignment (pravastatin or placebo)
and relevant risk factors for the outcome of inter-
est. Treatment effects (pravastatin as compared
with placebo) are expressed as hazard ratios with
95% confidence intervals and corresponding P val-
ues. Although we thought it was likely that the
proportional-hazards assumption would not be
valid for all models fitted over the full period of
follow-up, we concluded that the estimated haz-
ard ratios would still reflect an average benefit
over the period. For the cardiovascular outcomes,
adjustment was made for age, body-mass index,
systolic blood pressure, diastolic blood pressure,
high-density lipoprotein (HDL) cholesterol level,
LDL cholesterol level, log-transformed triglycer-
ide level, nitrate use (yes or no), history of angina
(yes or no), history of diabetes (yes or no), history
of hypertension (yes or no), smoking status (cur-
rent smoker, former smoker, or nonsmoker), and
social-deprivation score (on a seven-category mea-
sure called DEPCAT, in which category 7 repre-
sents the greatest deprivation).** For cancer analy-
ses, adjustments were made for age, body-mass
index, smoking status, and social-deprivation
score. Time-to-event curves for each of the original
randomized study groups were estimated by means
of the Kaplan—-Meier method.

RESULTS

The participants in the two original study groups
were well balanced with respect to major risk fac-
tors at study entry.23 The average age was 55 years.
The mean blood pressure and LDL cholesterol
level were 135/85 mm Hg and 192 mg per deci-
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liter (5.0 mmol per liter), respectively; 44% of the
participants were current smokers.

Of the 6345 men who were alive at the comple-
tion of the trial, 5778 (91.1%) gave written in-
formed consent for access to their primary care
records. The percentages of participants being
treated with a statin among those assigned to
the original pravastatin and placebo groups were,
respectively, 28.6% and 24.3% at 1 year, 33.6%
and 29.4% at 3 years, and 38.7% and 35.2% at
5 years. For each of these comparisons, signifi-
cantly more participants in the original pravastatin

group than in the original placebo group were
taking a statin (P<0.001 for all comparisons).

All participants were included in the long-term
follow-up for clinical events. For incident cancer,
the average follow-up from randomization until
the date of the scheduled final visit was 13.2 years
(range, 11.8 to 14.4). The corresponding average
follow-up for all other outcomes was 14.7 years
(range, 13.3 to 15.9).

During the entire follow-up period, 619 study
participants originally assigned to pravastatin and
674 assigned to placebo died. The rate of death

Table 1. Mortality Outcomes.*

Cause of Death

All causes

Deaths — no. (%)
Hazard ratio (95% Cl)

P value

All cardiovascular causes

Deaths — no. (%)
Hazard ratio (95% Cl)

P value

Coronary heart disease

Deaths — no. (%)
Hazard ratio (95% Cl)

P value

Stroke

Deaths — no. (%)
Hazard ratio (95% Cl)

P value

All noncardiovascular causes

Deaths — no. (%)
Hazard ratio (95% Cl)

P value

Canceri:

No. of patients with data

available

Deaths — no. (%)
Hazard ratio (95% Cl)

P value

Trial Period Post-Trial Periody Total Follow-up Period
Placebo Pravastatin Placebo Pravastatin Placebo Pravastatin
(N=3293) (N=3302) (N=3158) (N=3196) (N=3293) (N=3302)
135 (4.1) 106 (3.2) 539 (17.1) 513 (16.1) 674 (20.5) 619 (18.7)
1.00 0.76 (0.59-0.98) 1.00 0.91 (0.81-1.03) 1.00 0.88 (0.79-0.99)
0.04 0.15 0.03
71(2.2) 49 (1.5) 226 (7.2) 203 (6.4) 297 (9.0) 252 (7.6)
1.00 0.66 (0.46-0.95) 1.00 0.86 (0.71-1.04) 1.00 0.81 (0.68-0.96)
0.03 0.11 0.01
58 (1.8) 40 (1.2) 149 (4.7) 130 (4.1) 207 (6.3) 170 (5.1)
1.00 0.66 (0.44-0.98) 1.00 0.83 (0.66-1.05) 1.00 0.78 (0.64-0.96)
0.04 0.12 0.02
6(0.2) 6(0.2) 31 (1.0) 47 (1.5) 37 (L1) 53 (1.6)
1.00 0.99 (0.32-3.09) 1.00 1.44 (0.92-2.28) 1.00 1.37 (0.90-2.09)
0.99 0.11 0.14
64 (1.9) 57 (1.7) 313 (9.9) 310 (9.7) 377 (11.4) 367 (11.1)
1.00 0.87 (0.61-1.24) 1.00 0.96 (0.82-1.12) 1.00 0.94 (0.82-1.09)
0.44 0.57 0.43
3286 3291 3151 3186 3286 3291
49 (L.5) 42 (1.3) 217 (6.9) 224 (7.0) 266 (8.1) 266 (8.1)
1.00 0.84 (0.56-1.27) 1.00 1.00 (0.83-1.20) 1.00 0.97 (0.82-1.15)
0.40 1.00 0.73

* Qutcomes for cancer were adjusted for age, body-mass index, smoking status (current smoker, former smoker, or nonsmoker), and social-

deprivation score. All other outcomes were adjusted for these characteristics as well as for systolic blood pressure, diastolic blood pressure,
high-density lipoprotein cholesterol level, low-density lipoprotein cholesterol level, log triglyceride level, nitrate use or nonuse, and presence
or absence of a history of angina, diabetes, or hypertension.
Participants who died during the trial period were excluded.
Eighteen participants who had cancer within 5 years before randomization were excluded from the analysis.
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from any cause was 18.7% for patients originally
assigned to pravastatin as compared with 20.5%
for patients originally assigned to placebo (hazard
ratio, 0.88; 95% confidence interval [CI], 0.79 to
0.99; P=0.03). When examined by period, the risk
reduction in the pravastatin group was 24% dur-
ing the trial (P=0.04), 9% in the post-trial period
(P=0.15), and 12% for the overall follow-up pe-
riod (P=0.03) (Table 1 and Fig. 1). For all deaths
from cardiovascular causes, the event rate during
the entire follow-up period was 7.6% for patients
originally assigned to pravastatin as compared
with 9.0% for patients originally assigned to pla-
cebo (hazard ratio, 0.81; 95% CI, 0.68 to 0.96;
P=0.01). Assignment to pravastatin was associ-
ated with risk reductions of 34% during the trial
and 14% during the post-trial period; the risk
reduction during the trial was statistically signifi-
cant, but the post-trial risk reduction was not
(Table 1 and Fig. 1). Similar results were obtained
for deaths from coronary heart disease. Deaths
from stroke were infrequent during the trial,
with a trend toward an increased risk in the
pravastatin group in the post-trial period and in
the overall follow-up period. There was no signif-
icant difference between the two study groups in
rates of death from noncardiovascular causes or
cancer during any period of follow-up.

For the composite cardiovascular end points,
there was evidence of a significant ongoing risk
reduction in the pravastatin group (Table 2). Dur-
ing the entire follow-up period, the rate of death
from coronary heart disease or nonfatal myocar-
dial infarction was 11.8% in the group originally
assigned to pravastatin and 15.5% in the group
originally assigned to placebo (hazard ratio, 0.73;
95% CI, 0.63 to 0.83; P<0.001). Relative risk re-
ductions for death from coronary heart disease
or nonfatal myocardial infarction were 40% dur-
ing the trial and 18% in the post-trial period
(P<0.001 and P=0.02, respectively) (Table 2 and
Fig. 2). Similar relative risk reductions were seen
for the end point of death from or hospitaliza-
tion for coronary heart disease (Table 2 and Fig. 2).
The trend toward an increase in mortality from
stroke in the pravastatin group during the post-
trial period was compensated for by a decrease
in the rate of nonfatal stroke. However, the over-
all trend toward a risk reduction (17%) did not
quite reach statistical significance (P=0.06).

For incident cancers, there was no evidence of
an increased risk associated with assignment to
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Figure 1. Kaplan—Meier Time-to-Event Analyses for Deaths, According to
the Originally Assigned Study Group.
Panel A shows the Kaplan—Meier estimates for death from any cause,
and Panel B the estimates for death from cardiovascular causes.

pravastatin at any time in the trial (Table 3).
When specific cancer sites were studied, there
was no suggestion of treatment-related trends
for any cancer site, with the exception of pros-
tate cancer, for which there was a trend toward
an increase in risk in the pravastatin group both
during and after the trial, with an absolute in-
crease overall from 1.8% to 2.7% (P=0.03). This
finding was not significant after adjustment for
multiple testing (Bonferroni correction).

DISCUSSION

In the original report of our study, we described
a significant reduction in the risk of coronary
events with the use of pravastatin. We now report
that during an extended follow-up period of ap-
proximately 10 years after the end of the trial,
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Table 2. Coronary Heart Disease and Stroke Outcomes.*

Event Trial Period

Placebo Pravastatin

CHD-related death or
nonfatal Ml

No./total no. (%)  199/3293 (6.0)  122/3302 (3.7)

Hazard ratio 1.00 0.60 (0.48-0.75)
(95% Cl)
P value <0.001

CHD-related death or
hospitalization

No./total no. (%)  295/3293 (9.0)  203/3302 (6.1)

Hazard ratio 1.00 0.66 (0.56-0.80)
(95% Cl)
P value <0.001

Fatal or nonfatal stroke

No.jtotal no. (%)  47/3293 (1.4)  33/3302 (1.0)

Hazard ratio 1.00 0.67 (0.43-1.04)
(95% Cl)
P value 0.08

Post-Trial Period

Placebo

310/3022 (10.3)
1.00

556/2926 (19.0)
1.00

176/3122 (5.6)
1.00

Total Follow-up Period

Pravastatin Placebo Pravastatin

268/3115 (8.6)  509/3293 (15.5) 39073302 (11.8)

0.82 (0.69-0.96) 1.00 0.73 (0.63-0.83)

0.02 <0.001

473/3038 (15.6)  851/3293 (25.8)
0.80 (0.71-0.90) 1.00

676/3302 (20.5)
0.75 (0.68-0.83)

<0.001 <0.001

161/3171 (5.1)  223/3293 (6.8)
0.88 (0.71-1.08) 1.00

194/3302 (5.9)
0.83 (0.68-1.01)

0.22 0.06

* Data are for the first event. Outcomes were adjusted for age, body-mass index, systolic blood pressure, diastolic blood pressure, high-densi-
ty lipoprotein cholesterol level, low-density lipoprotein cholesterol level, log triglyceride level, nitrate use or nonuse, smoking status (current
smoker, former smoker, or nonsmoker), social-deprivation score, and presence or absence of a history of angina, diabetes, or hypertension.
CHD denotes coronary heart disease, and M| myocardial infarction.

T Participants who died or had an event of interest during the trial were excluded.
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there was evidence of an ongoing reduction in
the risk of major coronary events among study
participants treated with pravastatin during the
trial. This result was presumably due to stabiliza-
tion of existing plaque and a slowing of the pro-
gression of coronary artery disease.’?# A recent
uncontrolled study of aggressive cholesterol low-
ering suggested that over a 2-year period such a
regimen can lead to regression of atherosclero-
sis.’ It is conceivable that a less intensive regi-
men over a longer period of time could provide a
similar benefit and that some participants may
have had regression. However, the primary ben-
efit is most likely due to a slowing of the progres-
sion of disease.

There was a small (approximately 4%) excess
of participants in the group originally assigned
to pravastatin who were being treated with a
statin in the first 5 years after the end of the
trial, as compared with those assigned to pla-
cebo, probably because of a slight preference for
continuing active treatment in the pravastatin
group after the assigned treatment was revealed.

We do not believe that this small difference can
explain the results observed. Five years after the
trial, approximately 37% of participants in both
groups were taking a statin, arguably reducing
the possibility of demonstrating ongoing benefit
with respect to the original group assignment.
The results do suggest that continuing treatment
beyond 5 years may be beneficial. However, the
magnitude of such an additional benefit is un-
clear.

A cost-effectiveness analysis was performed in
1997 to estimate the cost per year of life gained
for 5 years of statin treatment as primary pre-
vention on the basis of data from our study.1®
However, this analysis did not incorporate an
ongoing benefit with respect to the prevention of
nonfatal coronary events after the completion of
5 years of treatment. Using the additional data
described here, we found that there was an over-
all absolute risk reduction of 5.3% for the outcome
of death from or hospitalization for coronary
heart disease, resulting in the need to initiate
treatment in only 19 patients for an average of
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5 years to prevent one such first event over a 15-
year period. Work on a revised cost-effectiveness
analysis is ongoing.

We observed a trend toward a reduction in the
risk of stroke over a period of 15 years (from 6.8%
in the group originally assigned to placebo to
5.9% in the group originally assigned to prava-
statin). This is the same relative effect as that
shown in a recent meta-analysis of statin trials.'”
Hence, it is possible that our failure to demon-
strate a significant reduction in the risk of stroke
was due to insufficient statistical power. A strong
trend toward a reduction in nonfatal strokes was
offset in part by an increase in fatal strokes.
Despite offering convincing evidence that statins
prevent nonfatal strokes, the meta-analysis did
not demonstrate a significant reduction in death
from stroke (hazard ratio, 0.91; 95% CI, 0.74 to
1.11).v7

The results for mortality from noncardiovas-
cular causes, mortality from cancer, and all inci-
dent cancers suggest no evidence of long-term
harm for the patients taking pravastatin. The only
cancer outcome that occurred with significantly
greater frequency in the pravastatin group than
in the placebo group was prostate cancer. Taking
into account the multiple statistical tests per-
formed, it is arguable that this result was due to
chance rather than to a causal relationship. In the
meta-analysis of statin trials,'” data were not re-
ported for prostate cancer as a separate site of
cancer. However, there was no excess in the num-
ber of genitourinary cancers in that analysis, and
the results of an observational case—control study
suggest a possible reduction in prostate cancer
with statin use.'® A meta-analysis of the incidence
of cancer in statin trials'® showed no significant
difference in the incidence of prostate cancer
between the statin and control groups in trials
involving a total of 20,063 participants. However,
reports on these other studies did not include
data on long-term follow-up, and some cancers
may have a long latency period.

Our results should be compared with those
observed in the long-term follow-up of the Scandi-
navian Simvastatin Survival Study® and the LIPID
trial.” Both were secondary prevention studies,
and in both studies most participants were treat-
ed with open-label cholesterol-lowering drugs at
the start of the post-trial follow-up period (84%
in the Scandinavian study and 90% in the LIPID
study). The Scandinavian group reported on an
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Panel A shows the Kaplan—Meier estimates for death from coronary heart
disease (CHD) or nonfatal myocardial infarction (Ml), and Panel B the esti-
mates for CHD-related death or hospitalization.

extended 5-year follow-up of deaths and incident
cancers.’> They found no ongoing benefit with
respect to a reduction in the rate of death from
any cause or from cardiovascular disease in the
follow-up period and no evidence of an increase in
the incidence of cancer. There were more cases
of prostate cancer in the placebo group than in
the statin group. The LIPID Study Group report-
ed results” for a 2-year extension. During this
period, there was ongoing evidence of a benefit
with respect to a reduction in deaths from coro-
nary cause and deaths from any cause. There was
no evidence of an excess incidence of cancers of
the prostate and testes combined in the group
randomly assigned to receive pravastatin. There
is no obvious explanation for the apparent dis-
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parity between the two studies with respect to
the extended benefit achieved. It is possible that
the extended benefit of a period of treatment
with a statin will depend on the severity of coro-
nary disease at baseline. In that respect, our study
population would rank as having the least severe
coronary disease at baseline, and the Scandina-
vian population as having the most severe disease.
Hence, it is not clear that the results achieved
during long-term follow-up in our study can be
extrapolated to the treatment of patients with
established coronary heart disease. In addition,
all study participants were middle-aged men,
which means that our findings cannot necessar-
ily be extrapolated to any other group.

One important limitation of our study is that
we were not able, because of funding constraints,
to obtain data on statin use for the entire 10-year
follow-up period after completion of the trial. As
noted, the rate of statin use during the first
5 years of the extension period was low as com-
pared with the rates in the Scandinavian and
LIPID studies, probably because ours was a popu-
lation largely without evidence of previous coro-
nary disease. With further follow-up, we might
have found that statin use increased to a greater
degree among patients in whom clinical evidence
of coronary disease developed (or in whom other
risk factors for coronary disease, such as hyperten-
sion or diabetes, developed). Because of the post-

trial use of statins in both randomized groups,
it is arguable that our analysis underestimates
the likely effect of the initial 5 years of statin use
in reducing coronary events.

In conclusion, this study showed that in men
with hypercholesterolemia who did not have a
history of myocardial infarction, statin treatment
for an average of 5 years provided an ongoing
reduction in the risk of coronary events for an
additional period of up to 10 years. There was no
evidence of an overall increase in the risk of
death from noncardiovascular causes or cancer
or in the incidence of cancer.
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