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Effect of siRNA silencing Bmi-1 gene on cell proliferation of
cervical cancer cells

ZHANG Dong-li, WANG Wei, ZHANG Hong-xia
( Department of Obstetrics and Gynecology of the Huaihe Hospital of Henan University, Henan Kaifeng, 475000, China)

[ Abstract]  Objective  To explore effect of siRNA silencing B-cell specific Moloney murine leukemiavirus
integration site ( Bmi-1) gene expression on cell proliferation of cervical cancer cells. Methods  Hela cells were
transferred with control and siRNA Bmi-1. The expression of Bmi-1 in Hela cell was examed by Realtime PCR and western
blot. The cell viability was detected by MTT. The cell apoptosis was examed by Annexin V-PI flow cytometry and Hoechst
staining. Cell cycle was detected by flow cytometry. The expression of pl6, p53, CyclinD1 and Rb was detected by western
blot. Results Compared with control group, the expression of Bmi-1 protein and mRNA was down-regulated, the cell
viability was decreased, cell apoptotic rate was increased, Cell cycle was arrested in the G1 phase, the expression of pl6
was up-regulated, the expresson of p53 and CyclinD1 down-regulated, the phosphorylation of Rb was inhibited in siRNA
Bmi-1 group. The difference was statistically significant (P <0.01). Conclusion Bmi-1 inhibited Hela cell proliferation
via regulation of expression of cell cycle related protein.
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NI A A 3] 50% B, AR 4 Lipofectamine™ 2000
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1.9 Western blot
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1.10 Sit=4aH

B A KR 1 SPSS 17. 0 et /br, 2 + s %
NG KT B RS DL P <0. 05 fE A Gt
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Note: Compared with control group, *P <0.01.
Fig.1 Expression of Bmi-1 protein in Hela cells after
transfection with siRNA Bmi-1
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B2 siRNA Bmi-1 #7345 Bmi-1 mRNA &
Hela 4fiff P Y435
Note: Compared with control group, “P <0.01.
Fig.2 Expression of Bmi-1 protein in Hela cells after
transfection with siRNA Bmi-1
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Fig.3 Effect of siRNA Bmi-1 on Hela cell viability
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Fig.4 Effect of siRNA Bmi-1 on Hela cell apoptosis by

flow cytometrydouble staining
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1 siRNA Bmi-1 %f Hela ZHH 08 T LAY (& = 5 )
Tab.1 Effect of siRNA Bmi-1 on Hela cell apoptosis

T ARG EE R (% )

Hoechst 9.%@,%( % )

2 1) Results of flow cytometry (% )
G p—— —— Resulis of Hoechst
roup BT e B
Early apoptosis Late apoptosis
X} HRZH Control group 2.26 £0. 16 4.40 £0.35 5.98 £0.52
siRNA Bmi-1 4 siRNA Bmi-1 group 5.49 +0.40 ™ 37.82 +3.73™ 39.96 +4.00 ™

7 .5 Control 41 b%E, P <0. 01,
Note: Compared with control group, *P <0.01.

siRNA Bmi-1

Control

T — AT,
B 5 Hoechst ekl siRNA Bmi-1 X} Hela
AP TR (% 20)
Note ;—, cell apoptosis.
Fig.5 Effect of siRNA Bmi-1 on Hela cell apoptosis by
Hoechst staining ( x20)
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Fig.6 Effect of siRNA Bmi-1 on Hela cell cycle
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Fig.7 Effect of siRNA Bmi-1 on the expression of

cell cycle related protein in Hela cell
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HAFH A 20 S A S AL, B Sl i MTT 75, Annexin
V-PI i XY & Hoechst 4 A 3E5Z siRNA Bmi-1 fiE
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