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Beneficial effect of ecdysterone on rat myocardial infarction induced by coronary occlusion
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Abstract Object To explore the beneficial effect of phytoecdysone ( EDS) on myocardial infarction
and its mechanism of action. Methods Rat myocardial infarction model was prepared by ligating the left
anterior descending coronary artery, and EDS was injected ip for seven consecutive days. Serum creatine
phosphokinase ( CPK) glutamic-oxalacetic transaminase ( GOT), lactic dehydrogenase ( LDH) activities,
infarct size( IS), coronary blood flow, capillary vessel density and vascular endothelial growth factor
(VEGF) expression were determined. Results 0.5, 5, and 50 mg /kg of phytoecdysone were able to ef-
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fect the activities of serum CPK, GOT, LDHin a dose depending manner with an optimal effect for im-
proving cardiac zymogram at the dose of 5 mg /kg ip.- At this dosage EDS can markedly reduce IS, increase
coronary blood flow, capillary vessel density and the expression of VEGF. Conclusion ESD can alleviate

myocardial infarction symptoms. The mechanism of such beneficial effect may due to its ability to promote

V EGF expression regeneration of capillary vessels and increase coronary blood flow.
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