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Abstract : The prophylactic role of ibuprofen in experimental myocardial infarction has not been
reported. Twentyfour rats pre-treated with ibuprofen (30 mg/kg), po, for 21 days were subjected
to myocardial infarction by administration of isoprenaline hydrochloride (85 mgJkg), sc. on two
consecutive days. An equal number of rats were given saline to serve as control. Heart speci­
mens were taken for macroscopic and microscopic examination after I day, 5 days, 12 days and
21 days, following myocardial infarction. Ibuprofen pre,treatment caused a significant increase in
infarct size at all' the intervals studied (P< 0.01), indicating that ibuprofen exerted a harmful
effect in increasing the size of experimental myocardial infarction.
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INTRODUCTION

There exists certain similarities between
the pathophysiological processes involved in acute
myocardial infarction and acute inflammatory reaction.
This has led to the notion that non-steroidal anti­
inflammatory drugs (NSAID) may protect against
ischemic myocardial damage (1, 2), However, NSAID
have been shown both to protect against (1, 3, 4) as
well as to increase (5, 6) experimental myocardial
infarction.

Ibuprofen has been reported to reduce myocardial
_ infarct size in rats and dogs, when used after the

production of experimental myocardial infarction
(3, 4). But its prophylactic role in myocardial
infarction has not been reported yet. The present study
was aimed at assessing such a prophylactic role of
ibuprofen. The myocardial infarction was produced by
high doses of isoprenaline as this model has certain
advantages that it does not require any expertise or
expensive equipment, and is less time consuming,
coupled with low mortality (7).
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METHODS

Fortyeight albino rats of either sex, weighing
200 ± 50 gm, were divided into two groups of 24 rats
each. In one group ibuprofen 30 mg/kg was
admin.istered in 1 ml of saline, po, for 21 days. The
control group was fed with an equal volume of saline.
During this period both the groups were given
standard rat feed and water ad libitum. At the end of
21 days myocardial infarction was induced in both
groups by the method of Rona et al (7), by giving
them isoprenaline hydrochloride 85 mg/kg, SC, daily
for 2 consecutive days. The animals were then
divided into 4 sub groups of 6 animals each. They
were sacrificed and hearts removed after I day, 5
days, 12 days, and 21 days, following myocardial
infarction. The macroscopic and microscopic find­
ings were graded according to the method of Rona
et al (7).

The results were compared using Mann-Whitney
U test and the P< 0.05 was considered statistically
significant (8).
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RESULTS

TABLE I : Macroscopic and microsropic findings in the \Xlfltrol (C)
and ibuprofen pre-treated (I) groups after I day, 5 days,
12 days, and 21 days following myocardial infarction
in rats.

Table I, swnmarising the results, shows a signifi­
cant increase in macroscopically and microscopically
studied myocardial infarct size in ibuprofen pre-treated
group, as compared to the control group, on all the
post-infarction intervals studied (P < 0.01).

After
1 day

After
5 days

Aft,r
12 days

After
21 days

of rats with ibuprofen 30 mg/kg, resulLed in a
significant increase in' experimentally produced
myocardial infarct size as compared to the normal
saline pre-treated controls. This is in agreement with
the studies of some other workers who have reported
an increase in myocardial infarct size after pre­
treatment of animals with NSAID (5, 6). But these are
not in consonance with the observations of
some other workers who showed a protective effect of
ibuprofen on experimental myocardial infarction
(3, 4). However, they had used ibuprofen, 12.5 mg!
kg, im, after the production of experimental myocar­
dial infarction.

DISCUSSION

In the present study, prolonged oral pre-treatment

Macroscopic 1.67± 3.17± 2.67± 3.67± 3.00± 4.00± 2.83± 4.00±
finding 0.21 0.17· 0.21 0.21· 0.00 0.00* 0.17 0.00*

Microscopic 1.67c 3.17± 2.67± 3.67± 3.00± 4.00± 2.83± 4.00±
fmdings 0.21 0.17· 0.21· 0.21· 0.00 0.00* 0.17 0.00*

It has been reported that small doses of ibupro­
fen suppress lysozyme release by stabilizing the
lysosomal membrane (9), prevent platelets aggregation
by inhibiting thromboxane synthesis (10), and inhibit
the leukocyte migration (11). However, in large doses
ibuprofen produce lysis of lysosomal membrane,
leading to the leakage of lysozyme (12), and inhibit
the 'prostaglandins synthesis which have vasodiJatory
properties (13, 14). These could be the mechanism by
which ibuprofen 30 mg/kg, po, increased the myocar­
dial infarct size in the present study.

ICICICIC

·P<O.OI vs control at respective interval.

(Data are mean±SEM of 6 animals in each group)
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