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Effect of A cute hyperglycaan ia on M itochondria M anbrance Potential after acute

myocardial infarction in rats
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[ABSTRACT] Aim To study the effects of A cute hyperglycaem ia on M itochondria U lirastructure and M itochondria

M enbrance Potential after acute myocardial nfarction in rats M ethods The left anterior descending coronary artery
were ligated to built themodel of acute myocardial infarction The fourty male SD rats were randan ly divided into 4 groups

Control group HG1 group HG2 group and Insulin group and another ten m ale SD rats were supposed as shan group B lood
ghicose levels were monitored throughout the experment  TheM itochondria ultrastructure was observed w ith electron m
croscop i every group, the Apoptotic ndex M itochondria M emnbrance Potential and the expression of Cyt-C were m eas-
ured Results Canpared with shan group theM itochondria U lirastructure was significantly dan aged the A1 and en-
dochylem a Cyt-C were sienificantly hicher n other groups theM itochondriaM en brance Potential and the expression ofm r
tochondria Cyt-C were significantly lower in other groups  The things were diam etrically opposed in the HG2 group

Conclusion A cute hyperglycaem ia after acute myocardial infarction can increase apoplosis in rats by dam aging m itochon-

dria  Cardiac muscle cell can be protected by mjecting Insulin which can reduce blood glicose
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