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Effects of Viper Antithrombotic Enzyme on Ischemic Reperfusion Injury in
Isolation Working Heart of Rats
Zhang Mei

(Jiangsu Provincial Institute for Drug Control, Nanjing 210008)

Abstract Anisolated workingrat heart underwent normothermic ceasing perfusion then reperf-
usion, viper antithrombotic enzyme (VAE) was added to the perfusate before ceasing perfusion
and after reperfusion The results indicated the VAE slightly decreased the incidence of ventric-
ular fibrillation significantly, improved the function of heart and increased coronary flow and

promcted the recovery of LVP and dp/dt max. The present results suggested the VEA has a
beneficial effect on myocardial ishemic reperfusion injury.
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