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Abstract : Objective

proliferation and apoptosis of esophageal cancer Eca-109 cells and its related mechanism. Methods

To explore the influence of RNA interference(RNAi) targeting Livin combined with cisplatin treatment on
shRNA-Livin system was con-
structed using lentiviral vector, which was subsequently transfected into Eca-109 cells. Eca-109 cells were divided into 5 groups:nor-
mal control group, negative control group, RNAI group, cisplatin group and combination group (RNAi combined with cisplatin
treatment). Spectrophotometry, 2, 3-bis (2-methoxy-4-nitro-5-sulfophenyl) 5[ ( phenylamino) carbonyl]-2H-tetrazolium hydroxide
(XTT) colormetric assay, flow cytometry (FCM), terminal deoxynucleotidyl transferase-mediated dUTP nick end labeling
(TUNEL) and transmission electron microscopy (TEM) were employed to detect the expression of cysteinyl aspartate specific pro-
tease(Caspase)-3 and Caspase-9, cellular proliferation, cell cycle,apoptosis and morphological changes in Eca-109 cells, respectively.
Results After transfection,Caspase-3 and Caspase-9 expression in Eca-9 cells were obviously increased (P<C0. 01), while cellular
survival rate was markedly decreased (P<C0.01). Eca-109 cells showed a main S phase arrest and significantly increased apoptotic
rate after RNAI. Typical apoptotic cells were observed by TEM. Compared to cells in cisplatin group.cellular features above in com-
bination group were particularly obvious. Conclusion RNAI targeting Livin combined with cisplatin treatment can inhibit prolifera-
tion and induce apoptosis of Eca-109 cells via up-regulating Caspase-3 and Caspase-9 expression.
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