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Abstract
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Objectives: To compare the anti-factor Xa level and major adverse cardiac events (MACE) in coronary artery

disease patients undergoing percutaneous coronary intervention who were treated with original enoxaparin and

generic enoxaparin.

Methods: This study was a randomized double blind controlled trial studied in coronary artery disease patients

(unstable angina, non-ST elevation myocardial infarction, chronic stable angina) who underwent percutaneous
coronary intervention in our institute between January and August 2010. The coronary artery disease patients
were randomly assigned to receive either original or generic enoxaparin before the percutaneous coronary
intervention. Anti-factor Xa level were measured before and at 1 and 4 hours after percutaneous coronary
intervention. Major adverse cardiac events were monitored during admission and at 1 and 3 month after the

procedure.
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Results:

Thirty patients received generic enoxaparin, while 36 patients received original enoxaparin. The mean age
of the two groups were 65.5 + 5.5 and 64.2 + 4.5 years respectively. The baseline characteristics of two groups
were comparable except for type of stent. The drug eluting stents were used more in generic enoxaparin group
compared to original enoxaparin group (70.0% and 55.69%). There was no significant difference of anti—factor
Xa level at 1 hour (1.20 vs 1.43; p—value = 0.126) and 4 hours (0.63 vs 0.67; p—value = 0.635) after the
intervention between both groups. However, in the generic enoxaparin group, there were 2 patients (6.79%)
who had thrombus formation during the intervention and there were 3 (10.09%) of major adverse cardiac events
(2 patients (6.7%) had nonfatal myocardial infarction and 1 patient (3.3%) had repeat coronary revascularization),
while in the original enoxaparin group, there was no patient who had thrombus formation during the

intervention (p-value = 0.202) and no one had major adverse cardiac events (p-value = 0.089).

Conclusion: Anti-factor Xa level was not significantly different between those who received generic or original

enoxaparin. However, MACE tended to be higher in the generic enoxaparin group. Hence, a physician should

be cautious in prescribing a generic enoxaparin for patients who had percutaneous coronary intervention.
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