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Investigation of the inhibiting effects of Agkistrodon halys venom on platelet activation in rats
with myocardial ischemia reperfusion injury

GAO Tianyuan ,ZHANG Genbao, JIN Wen,JI Na
Department of Pathophysiology , Wannan Medical College, Wuhu 241002 , China

[ Abstract 10bjective: To investigate the inhibiting effects of platelet inhibitor from Agkistrodon halys venom( AHV-PI) on the platelet activation in rats
with myocardial ischemia reperfusion( I/R) injury and the potential inhibiting mechanisms. Methods: Male SD rats were randomized into 6 groups (n =6
for each group) ,namely: normal control group,I/R group, positive control group ( treated with inhibitor of platelet activating factor BN52021,4 mg/kg) ,
AHV-PI group( treated with low dose: 0. 05 mg/kg; medium dose: 0. 1 mg/kg; and high dose: 0.2 mg/kg, respectively) . Rat models of myocardial I/R in—
jury were developed by ligating the left anterior descending artery for 30 min, followed by 120 min reperfusion. Blood samples were obtained via carotid ar—
tery,,and platelet was isolated. Turbidimetry was performed to measure the platelet aggregation rate ,and TTC staining was used to detect the myocardial in—
farction size. ELISA was performed to determine the platelet activating factor. Results: Significantly increased platelet aggregation rate and PAF content as
well as enlarged myocardial infarction size were seen in rats in I/R group compared to normal control group( P <0.05 or P <0.01) . Marked decrease of
platelet aggregation rate,reduced release of PAF and significantly improved infarction were observed in rats from AHV-PI group treated with medium and
high dose of the snake venom( P <0.05) . Conclusion: AHV-PI can effectively improve the myocardial I/R injury in model rats. The potential mechanisms
may be associated with inhibited release of PAF release and platelet aggregation.
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