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The expression of uncoupling protein-2 on myocardium of rats following ischemic preconditioning/HUANG
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Abstract Objective: To discuss the role of uncoupling protein 2 (UCP2) in myocardium with ischemic
preconditioning (IPC). Method: The model of myocardial ischemia reperfusion injury in rats was established by
ligation of left coronary artery. Myocardium of rats in both ischemic reperfusion (IR) and IPC groups were subjected
to 30min of ischemia followed by 120min of reperfusion. And the myocardium in IPC group was subjected to three
episodes of Smin of ischemia coupled to 10min of reperfusion. The ultrastructural changes were observed under
electron microscopy and the apoptosis ratio of cardiomyocyte was also determined. The content of UCP2 in
mitochondria was tested by Western blot and RT-PCR. Result: In IPC group the apoptosis ratio of cardiomyocyte
markedly decreased and the ultrastructural damage attenuated (P<0.05). UCP2 was induced following ischemic
preconditioning (P<0.05, vs. IR). Conclusion: UCP2 is overexpressed following ischemic preconditioning, and it may
be involved in the mechanism of the cardioprotection induced by IPC.
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