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ABSTRACT OBIJECTIVE: To explore the inhibitory effect of silencing Bmi-1 gene on proliferation and invasion of human small
cell lung cancer H1963 cell. METHODS: The silencing Bmi-1 gene was prepared by siRNA transfected Bmi-1 gene. The human
small cell lung cancer H1963 cells transfected with 100 nmol/L specificity of Bmi-1 siRNA were included in test group. The
non-transfected cells were included in blank control group, and transfected negative sequence Neg-siRNA cells were included in
negative control group. The effect of siRNA on Bmi-1 geng silencing was detected by Western blot assay. The proliferation ability,
cell cycle and invasion ability of H1963 cells were detected by MTT assay, flow cytometry and Transwell assay. The protein expres-
sion of P16, P14, E-cadherin, N-cadherin, Vimentin, MMP-2 and TIMP-1 were verified by Western blotting. RESULTS: Com-
pared with blank control group and negative control group, the protein expression of Bmi-1 was remarkably decreased in test group
(P<<0.05). Compared with negative control group, the proliferation of H1963 cells in test group was significantly inhibited (P<<
0.05), the proportion of H1963 cells increased significantly at Go/G: phase while decreased significantly at S and G/M phase (P<<
0.05). The number of invasive cells was decreased significantly (P<<0.01); Bmi-1-siRNA could also dramatically down-regulate
the expression of N-cadherin, Vimentin, MMP-2 and up-regulate the expression of P16, P14, E-cadherin, TIMP-1 in H1963 cells.
CONCLUSIONS: Bmi-1-siRNA could inhibit proliferation and invasion ability of H1963 cells by blocking cell transformation at G/S
phase and inhibiting related protein expression.
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Fig 1 Electrophoretogram of protein expression of Bmi-1 in
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Fig 3 Micrograph of cells penetrating the basement mem-
brane in each group (x200)
A. blank control group; B. negative control group; C. test group
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Fig 4 Electrophoretogram of protein expression of P16 and

P14 in each group
E-cadherin 135 kDa
N-cadherin 140 kDa
Vimentin 57 kDa
MMP-2 74 kDa
TIMP-1 28 kDa
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Fig 5 Electrophoretogram of protein expression of E-cad-
herin, N-cadherin, Vimentin, MMP-2 and TIMP-1 in each

group
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