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Hign- Dose or Conventional Dose Clopidogrel Combined with Tirofiban for Acute
Myocardial Infarction
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[ Abstract] Objective: To investigate the therapeutic effect and safety of hign-dose or conventional
dose clopidogrel combined with tirofiban for acute myocardial infarction. Methods: 120 patients with
acute myocardial infarction in our hospital were randomly assigned conventional dose group (60 patients,
conventional dose clopidogrel combined with tirofiban) or hign-dose group (60 patients, hign-dose
clopidogrel combined with tirofiban; and the decline degree of ST segment, sCD40L and PDGF-BB before
and after treatment, complications and adverse cardiac events were assessed in both groups. Results:
The decline degree of ST segment and the related indicators of acute myocardial infarction of both
groups after treatment were significantly better than before treatment(p<0.05); and the improving degree
of the decline degree of ST segment and the related indicators of acute myocardial infarction of large
dose group were significantly better than conventional dose group(p<0.05)[(0.38+0.10)mm,(150.3+£26.9)
ng-mL",(2 071.7£577.8)ng-mL™"] vs [(0.72+0.19)mm,(194.5£33.4)ng:-mL™",(2 564.2+623.6)ng-mL""]. There
was no significant difference in the bleeding incidence between 2 groups(P>0.05) (21.7% vs 25.0%); The
recurrent rate of angina and myocardial infarction and mortality of large dose group were significantly

lower than conventional dose group(p<0.05)[(10.0%,1.7%,3.3%) vs (23.3%,11.7%,15.0%)]. Conclusion:
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Compared with clopidogrel for conventional dose, clopidogrel for large dose combined with tirofiban

on acute myocardial infarction can efficiently improve electrocardiogram imaging, relieve symptoms of

myocardial ischemia, reducing the risk of adverse cardiac events.
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