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[ Abstract]  Objective To investigate the effect of transient receptor potential channel 1 ( TRPC1)
upon the proliferation and apoptosis of human ovarian carcinoma cell ES-2. Methods The expression levels of
TRPC1 in human ovarian carcinoma cell ES-2, SKOV3, OV1 and OV2, and normal human ovarian epithelial
cell ISOE80 were detected by fluorescent quantitative PCR. Specific short hairpin RNA (shRNA) targeting
TRPC1 was designed, synthesized, and then transfected into the ES-2 cells with the highest expression of TR-
PC1 via liposome to construct ES-2/shRNA cell line stably and lowly expressing TRPC1. The interfering effi-
ciency of shRNA was validated by western blot and fluorescent quantitative PCR. The proliferation and apopto-
sis of ES-2 were detected by using MTT assay and flow cytometry. The expression levels of phosphatidylinositol
3-kinase (p-PI3K), Cyclin DI and B-cell lymphoma ( Bcl-2) were measured by western blot. Results A-
mong four human ovarian carcinoma cell lines, ES-2 expressed the highest level of TRPC1. TRPCI-targeted
shRNA could effectively down-regulate the expression level of TRPC1 in ES-2 cells. Compared with those of
ES-2/Con and ES-2, the proliferation rate of ES-2/shRNA was significantly lower (P <0.01) whereas the ap-
optosis rate was considerably higher (P <0.01). The expression levels of p-PI3K, Cyclin DI and Bcl-2 in the
shRNA interference group were significantly down-regulated compared with those in the ES-2/Con and ES-2
cells. Conclusions RNA interference technique can effectively silence the TRPC1 in ES-2 cells, decrease
cell proliferation ability and enhance cell apoptosis, probably by regulating cytokine PI3K to affect the prolifera-
tion and apoptosis of human ovarian carcinoma cells.
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