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[ Abstract ]

sis. By inducing high oxidative stress state and enhancing expression of death receptors and ligands, is-

Caspase-3 is an important proteinase and reported to relate intimately with cell apopto-

chemia/reperfusion leads to the activation of caspase-3, resulting in cardiomyocyte apoptosis and then ag-
gravation of myocardial injury. Some drugs exert their myocardial protection role by preventing cardiomyo-

cyte apoptosis, with the inhibition of caspase-3 activity.
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