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Effects of cyclosporine A on apoptosis of hepatocyte after ischemia/reperfusion injury
QIN Jian-wei, BIE Ping, ZHU Jin (Institute of Hepatobiliary Surgery, Southwest Hospital, Third Military Medical University,
Chongging 400038, China)

Abstract: Objective To study the effect of mitochondrial permeability transition( MPT ) after ischemia/
reperfusion( I/R) , and to find the relationship between MPT and apoptosis of hepatocytes in rats. Methods
SD rats were divided into three groups:sham operation group, 1/R group, and I/R + CsA group. A model of
hepatic I/R in rats was made according to the method of Nauta. Active caspase-3 in cytoplasm was examined by
immunohistochemistry , and the content of cytochrome C protein was evaluated by Western blotting. The inci-
dence of apoptic hepatocytes was determined by TUNEL method. Cyclosporine A (10 mg « kg™' « d ') was
used as an inhibitor of MPT owing to its inhibitive effect on mitochondrial permeability transition pore ( PT
pore) , and the influences of CsA were analyzed. Results Pretreated with CsA ameliorated injury afler reper-
fusion. The number of apoptotic liver cells was decreased. CsA significantly prevented the release of cytochrome
C from mitochondria, demonstrating its effect on MPT through preventing PT pore from opening. Conclusion
MPT may play a key role in the apoptosis of liver cell after I/R. CsA, a powerful inhibitor of PT pore, is capa-
ble of abating the effect of MPT, reducing the release of cytochrome C, retarding the activation of caspase-3 and
hence ameliorates apoptosis of hepatocytes following 1/R procedure.
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