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[ Abstract ] Objective To study the protective effect and mechanism of Tongxinluo on myocardial
injury in myocardial infarction model rats. Methods The rat model of acute myocardial infarction was es-
tablished by ligaturing the left anterior descending coronary artery. 30 model rats were randomly divided
into the model group, Tongxinluo group, Perindopril group, 10 rats in each group. And 9 rats in sham
group were punctured only without ligation. The rats in each medication group were intragastric
administration respectively by Tongxinluo suspension and Perindopril suspension with corresponding
dosage. And the model group and the sham group were intragastric administration by sodium carboxymethyl
cellulose solution with corresponding dosage. All the rats were given continuously for 2 weeks. The
apoptotic index and the level of SOD, MDA, NO and ET-1 were measured by corresponding methods.
Results The general condition of rats in medication groups was better than model group. The level of SOD
and NO in Tongxinluo group and Perindopril group was increased more significantly than that of the model
group( P<0.01). The level of MDA and ET-1 in Tongxinluo group and Perindopril group was decreased
more significantly than model group (P < 0. 05). Conclusions Tongxinluo can inhibit myocardial

apoptosis, and protect the cardiac muscle tissue by increasing the level of SOD and NO, decreasing the
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level of MDA and ET-1, and it also can improve the oxidative stress and perform protective effect on

myocardial tissue endothelial function.
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