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Effect of Bcl-2 Downregulation on Proliferation, Apoptosis and Invasion of Glioma Cell Lines
WANG Tian-lu, SUN Tao, TAO Yi

Department of Neurosurgery, Jiangsu Cancer Hospital , Nanjing 210009,China

Abstract: Objective  To study how bel-2 downregulation influence on proliferation, apoptosis, and inva-
sion of glioma cell lines. Methods bcl-2 siRNA was chemically synthesized and transfected into glioma
cell line SHG44 and TJ905. The silencing of bcl-2 expression in two cell lines were checked by Western
blot.. The effect of bel-2 supression on proliferation, invasion, and apoptosis of two cells were evaluated
via MTT, cell transwell assay and Flow cytometric method. Results bcl-2 siRNA were effectively inhibi-
ted the expression of bel-2 gene in SHG44 and TJ905 glioma cell lines. Silencing bcl-2 gene expression
leads to the growth suppression of both SHG44 and TJ905 cells at different time point. Similarly, two
cells invasion abilities were significantly reduced. However, no apparent effect on apoptosis was ob-

served. Conclusion Our results have indicated that bel-2 gene silencing effectively inhibited growth, pro-

liferation and invasion of glioma cells.
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Fig 1 The transfection efficiency of FAM-oligonucleotide in SHG44 and TJ905 cells
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Fig 5B Apoptosis rate of SHG44 cells after bcl-2 siRNA transfection
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