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Expression and function of lentivirus-mediated Cdhl1-siRNA in global brain ischemia-reperfusion damage of rats
CHEN Zhi-ze,QI YUE-hong, ZHANG Xue, et al. Department of Anesthesiology, Tongji Hospital, Tongji Medi-
cal College, Huazhong University of Science and Technology, Wuhan 430030, China

[Abstract] Objective: To investigate the expression and function of Cdhl-siRNA in cerebral ischemia-reperfusion
injury of rats. Methods: All 150 male Sprague-Dawlcy rats were randomly divided into normal saline group (group
A.n=50) .lentivirus vector group (group B,n=50) and recombinant lentivirus group (group C,n=50). The rats in
3 groups were injected with normal saline, lentivirus vector and recombinant lentivirus respectively. At the 3rd day
after injection, cerebral ischemia-reperfusion injury model of rat was established by modified four-vessel occlusion (4-
VO) method. The expression of Cdhl mRNA and Cyclin B was detected by quantitative real-time PCR and Western
blotting. Apoptosis index (Al) was examined by using TUNEL staining method and the behavior was evaluated with
Morris water maze test at the 7th day. Results: The expression of Cdhl mRNA in group C was significantly lower
than that in groups A and B ( P<C0. 05) , but that of Cyclin B and the levels of Al in group C were significantly higher
than those in groups A and B ( P<Z0. 05). In addition, Morris water maze tests revealed that the latent period of see-
king the platform in group C was longer than that in the other two groups from the 9th to 11th day after surgery.
Conclusion:Cyclin B accumulation by APC-Cdhl may mediate apoptosis of ischemic neurons.

[Key words] cerebral ischemia;anaphase promoting complex;lentivirus; RNA interference;apoptosis
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