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Abstract : Objective To investigate the proliferation,apoptosis and invasion effect by silencing PLCe in bladder cancer. Methods
The shRNA recombinant plasmids targeting PLLCe gene was transfected into bladder carcinoma cell line BIU-87; RT-PCR and
Western-blot detected the expression level of PLLCe mRNA and protein. The proliferation and cell cycle were respectively measured
by methyl thiazolyl tetrazolium(MTT) ,FCM and IHC. The expressions level of Bcl-2,Bax mRNA were detected by RT-PCR. Inva-
sive power of BIU-87 was measured by membrane invasion culture system(Transwell chamber) and gelatin enzymography. Results
The expression of PLCe mRNA and protein were effectively reduced in transfected cell(P<C0. 05). The cellular proliferation was
obviously inhibited in transfected BIU-87 cell(P<C0. 05) and the G,/G, cell cycle was increased. Bel-2/Bax mRNA expression was
down-regulated in transfected cell(P<C0. 05). The invasion power of cell transfected with positive plasmid was lower than the con-
trol group(P<C0. 05). Conclusion Transfection of PLCe shRNA can inhibit the growth of bladder cancer,and the mechanism may
relate to the inhibition of proliferation and invasion,and the induction of apoptosis. PLCe shRNA may become to a potential molecu-
lar target for bladder cancer in gene therapy.
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