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Abstract
against apoptosis caused by MI/R through mitochondria signal pathway of apoptosis.Method:Sprage —Dawleyt rats

Objective: To investigate the possible mechanism of delayed preconditioning protect of myocardial cell

were divided into four groups:control, sham, I/R and preconditioning. The rats in I/R group underwent ischemia for
I hour by classic artery ligation and reperfusion for 1 hour. The rats in delayed preconditioning group underwent
three cycles of S5—minute ischemia and S-minute reperfusion 24 hours prior to the index occlusion. The cell apop-
tosis was measured by flow cytometry. The CytC and AIF were detected by Western blotting. The Caspase-3 activ-
ity was measured and HSP70 protein expression was detected by immunohistochemistry. Result:Myocardial delayed
preconditioning decreased apoptosis rate of myocardial cell, inhibited the release of CytC and AIF from mitochondri-
a into cytosol and caspase-3 activation, and up-regulated HSP70 protein level.Conclusion:Myocardial delayed pre-
conditioning can suppress apoptosis caused by MI/R, the mechanism is related to HSP70 production and inhibition
of mitochondria signal transduction of apoptosis.
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2. BRIl Smin FEEVE Smin, R 3 4SS B0 N
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