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siRNA targeting COX-2 induces gastric carcinoma cell SGC-7901 apoptosis”
QIAO Min , XIANG Ting-xiu sWANG Pi-long
(Department o f Digestive Diseases ,First A [ filiated Hospital ,Chongqing Medical University ,Chongqing 400016 ,China)

Abstract: Objective To investigate the possible pathway of SGC-7901 cells apoptosis by utilizing RNA interference(RNAi) to
inhibit expression of COX-2 in vitro. Methods Small interference RNA(siRNA) homologous to COX-2 gene were designed, pTZU6
+1-siRNA-COX-2 vector was constructed and transfected into SGC-7901 cells to induce RNAIi. The changes of COX-2 gene, cell
apoptosis and expression of apoptosis related genes were detected with RT-PCR, immunochemistry, TUNEL and Western blottin-
gin. Results  After transfected with pTZU6-+ 1-siRNA-COX-2, the level of cox-2 gene was down-regulated,SGC-7901 cell apoptosis
was obvious(P<C0. 05) ,expressions of Caspase-9 and Caspase-3 were arised. Conclusion RNA interference down-regulate COX-2
expression,and induce SGC-7901 cell apoptosis maybe by exciting expression of Caspases.
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