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Effect of ischemic preconditioning on cardiac myocyte
apoptosis and the regulation of IP on Bcl-2 and Bcl-xl during

myocardial ischemia / reperfusion course in rat
LIt Xing-de, et al
Department of Cardiology, College of Clinical Medicine

Abstract Objective. To explores the effect of ischemic preconditioning on cardiac myocyte apoptosis and the
regulation of which on bcl-2 and bel-xl during myocardial ischemia/reperfusion course in rat. Methods: TUNEL
and immunohistochemical method. Results ; (1) The numbers of positive cardiac myocyte nuclear and the
percentage of positive cardiac myocyte nuclear in IP+1R24h group decreased significantly(P<0.03) compared with
that of IR24h group;(2) The numbers of protein bel-2 and bel-xl positive cardiomyocyte and the percentage of
protein bel-2 and bel-xl positive cardiomyocyte in IP+IR24h group were higher(P<0.05) compared with those of
[R24h group,respectively. Conclusion: (1) The second window of IPs protection could decrease cardiomyocyte
apoptosis significantly and (2) Up-regulating the protein expression of bel-2 and bel-xl in cardiomyocytes duting 1/
R course may be one of the mechanisms of second window of 1Ps protection.
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