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Effect of RNAI silencing c—Met genes on proliferation and invasiveness of human brain U251 glioma cells

WANG Chao—jia, WANG Hui, HU Jun—tao, HU Sheng—li, ZHANG Tao. Department of Neurosurgery, Affliated Taihe Hospital, Hubet
Medicine College, Shiyan 442000, China

[Abstract] Objective To explore the effects of RNA interference (RNAi) c—Met gene on the proliferation and invasiveness of the
brain U251 glioma cells. Methods The c—Met interference carrier was transfected into U251 cells in the interference group. The empty
plasmid was transfected into the U251 cells in the control group. The changes in the proliferation and invasiveness of U251 cells were
determined respectively by MTT and transwell small chamber methods in all the groups. Results MTT method showed that the
proliferation of U251 cells in the interference group decreased to 77.34% of the normal group (P<0.05). The transwell chamber method
showed that the number of the traswell chamber cells [(13.60+3.34) cells] was significantly less in the interference group than those in
the normal group [(32.90+6.49) cells] and empty plasmid group [(23.10+2.77) cells] (P<0.05). Conclusions The in vitro proliferation and
invasiveness of U251 cells may be significantly inhibited by pGenesil-1-c—-Met shRNA through inhibiting the U251 cells c—Met mRNA
and protein expressions.
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