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Abstarct Objective: To observe the effects of pAAV-siE2F3 mediated E2F3 gene on silencing prostate cancer cell line LN-
CAP. Methods: pAAV-siE2F3 plasmids were transfected into prostate cancer cells LNCAP. After LNCAP cells were transfected, the in-
terference effects were detected by Westen blot. The appoptosis index and cell cycle of LNCAP cells were detected by flow cytometry.
Results: The results of Western blot indicated that pAAV-siE2F3 plasmid could knock down the expression of E2F3 gene. After LN-
CAP cells were transfected with pAAV-siE2F3 plasmid, the apoptosis index of LNCAP cells increased obviously ( P < 0.01 ), the num-
ber of cells during G, phase increased ( P < 0.01 ), and the number of cells during S phase decreased evidently ( P < 0.01 ). The expres-
sion of Bcl-2 gene decreased apparently ( P < 0.01 ). Conclusions: E2F3 plays an important role in the progress of prostate cancer cell
cycle. E2F3 regulates cell appotosis index through affectting the expression of Bcl-2 genes, indicating that E2F3 maybe a new target of
gene therapy for prostate cancer.
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Figure 1 Fluorescence expression at 72h after transfection with MOI of 1 x 10* group
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Figure 2 Fluorescence expression at 72h after transfection with MOI of 5 x 10* group
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Figure 3 Fluorescence expression at 72h after transfection with MOI of 1 x 10° group
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Figure 4  Fluorescence expression at 72h after transfection with MOI of 5 x 10° group
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Table 1 Apoptosis detected by flow cytometry
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®2 RRMEAEAENAEELR % (xs)

Tabel 2 Cell cycle detected by flow cytometry
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G/G I 27.7350+2.4094  30.967 5+3.020 3
S 24650021798 21.5125+1.7257

51.1650+2.7327
16.607 5+ 1.739 5

R3  SAMMEF3.Bcl 2 EAMMBEMMEME  (vxs)
Table 3 The relative grey scale of E2F3 and Bel-2 protein
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Figure 5 Expression of E2F3 and Bcl-2 protein in the three different

treatment groups
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