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Drug resistance reversing effects on gastric carcinoma cell line by inhibition of PI3K/PKB signal pathway and its mechanism
XIE Xia,ZHOU Jian-yun \WANG Lei ,et al.

(Department o f Gastroenterology , Xingiao Hospital , Third Military Medical University ,Chongqing 400016 ,China)
Abstract: Objective To observe whether inhibition of PI3K/AKT signal pathway could reverse drug resistance of gastric carci-
noma,and to study its potential mechanism. Methods  The growth inhibition effects of VCR alone and VCR in combination with
PI3K/PKB inhibitor .LY294002 on SGC7901/VCR cells were detected by in vivo and in vitro experiments. The protein and mRNA
expression levels of MDR1, caspase-3 and XIAP in SGC7901/VCR cells were determined by Western-blot and reverse transcription
PCR. The content of VCR in cells was determined with high performance liquid chromatography (HPLC). Besides, the apoptosis
was detected by TUNEL. Results 1.Y294002 enhanced the sensitivities of SGC7901/VCR cells to VCR significantly,and promoted
the apoptosis rate induced by VCR prominently. The protein and gene expression levels of MDR1 and XIAP were inhibited, while
the expression of caspase-3 was improved significantly. When VCR coupled with the 1.Y294002,the VCR accumulation in cells in-
Inhibition of PI3K/PKB signal pathway by LY294002 can reverse the drug resist-

ance of gastric carcinoma cell line. Reduction of MDR1 expression levels,and regulation of apoptosis related genes,such as caspase-

creased significantly than used only. Conclusion

3 and XIAP expression levels play key roles in this progress.
Key words:1.Y294002;SGC7901/VCR cells; apoptosis; MDR1
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