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Effect of E2F3 gene interfering on the invasion and migration of
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[ Abstract]  Objective To investigate the effect of interfering with E2F3 gene expression on the invasion and
migration of prostate cancer cells and its mechanism. Methods The expression of E2F3 gene in human prostate cancer
Dul45 cells was knocked down by siRNA. The cells were divided into three groups: control group, Dul45 NC group
(siRNA-NC) and Dul45-siRNA group (siRNA-E2F3). Cell migration and invasion were detected by Transwell invasion
and wound healing assay. The expressions of E2F3, E-cadherin and MMP-9 proteins were detected by western blotting.
Results  After transfection, the expression of E2F3 protein in the Dul45-siRNA group was significantly lower than the
control group (P < 0.01). The number of invasive cells and wound healing rate of Dul45 cells in the Dul45-siRNA group
were significantly lower than the control group (P < 0.01). Furthermore, the protein expression of E-cadherin was
significantly increased (P < 0.01) while MMP-9 decreased (P < 0.01) in the Dul45-siRNA group. Conclusions FE2F3
silencing can inhibit the invasion and migration ability of prostate cancer Dul45 cells, and this might be accomplished by
regulating E-cadherin and MMP-9 protein.
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Fig.1 Expression of E2F3 protein in the transfected cells
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2.2 T E2F3 EERIEXTAMEREE R
ZEEANZE 2 FT7R, Dul45-siRNA 2 40 i %) 9 A

B RN IR R (1 =5.335,P < 0.01) ; 5%

HEZHAH L, Duld5 NC AN RPR @G 22 7 o i 3%

PE(P> 0.05), BLHATTER E2F3 RB G R T T4

g 4 L ) S E S

2.3 T E2F3 EERENAMEEENNZIN
ZERANZE 3 TN, Duld5-siRNA 40 41 il 12 28 %k

H B 2% T X M4 (¢ =4.133, P < 0.01);Duld5

NC ZHANM = 2250 H B0 BRAE 22 5 & 1 (P >
0.05) , UEIADUER E2F3 ke FEAR T i 51 3 21
M REERETT
R2 T E2F3 JEPISRIAX A I A% BE 1 52 R
Tab.2 Effect of interference of E2F3 gene expression
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expression of E-cadherin and MMP-9 proteins in the cells
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Tab.4 Effect of interference of E2F3 gene expression on the expression of E-cadherin and MMP-9 proteins in the cells
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