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R OE. A AR B E2F-3 F0 pRb R (75 AT S AR &R OL b e £ RO R L IR i
FH gt 40 4k EliVision™ plus — 2B 49 {5755 B8 ( prostate cancer, PCa) ¥ 4%, 20 6] B P i #1) g 48 4 ( benign prostatic
hyperplasia, BPH) & 10 il i % %1 I 404 ( normal prostate, NP) #1 E2F-3 5 pRb I [ i&ik. &% FE2F-3 7£ PCa BPH
5 NP g PP A 2N 63.27% (31/49) ,20% (4/20) F1 10% ( 1/10) ,PCa 1 E2F-3 #47K -8 i % F BPH(P <0.05) K&
NP(P <0.05) , .5 PCa J5 58 434 I FE 43 0 52 TEHE9E (r, 43 51 4 0. 487 ,0. 517, P <0.05) , pRb H17E PCa,BPH 5 NP 1
Bk %0 44, 90% (22/49) ,80% (16/20) ,90% (9/10) ,PCa 1 pRb (7K F-B BAK T BPH & NP(P <0.05), H'Y PCa
SEELA R G PRS2 AR (r, 42 5K - 0. 401, - 0. 468, P <0.05), E2F-3 ik pRb RIKBMAHRK(r, = -0.617,
P<0.01), 85 E2F-3 %} PCa &4 BB EIEAEEMMER, BHELS pRb B H #0570 R85 U L.

SCHAR) . AIE R ET ;AR AR 4 s E2F-3 1 pRb HE

EE4r S, R341; R730.23; R737.25 SCAKFRIRAD: A
Expression and clinical significance of E2F-3 and pRb in human prostate cancer

LI Yun-xiang, GOU Xin, HE Wei-yang, ZHANG Shi-qing ( Department of Urology, The First Affiliated Hospital of Chongging U-
niversity of Medical Sciences, Chongqing 400016, China)

Abstract: Objective To study the expression of E2F-3 and pRb in primary prostate cancer (PCa) and
its clinical significance. Methods The expression of E2F-3 protein and pRb was detected in 49 PCa, 20 be-
nign prostatic hyperpleisia (BPH), 10 normal prostate tissues ( NP) by EliVision™ plus immunohistochemical
staining. Results The positive expression rate of E2F-3 in PCa, BPH, NP was 63.27% (31/49), 20%
(4/20) and 10% (1/10), respectively. The expression level of E2F-3 in PCa was significantly higher than
that in BPH (P <0.05) and NP (P <0.05), and was positively correlated with pathological grades (r, =
0.487, P <0.05) and clinical stages (r, =0.517, P <0.05) of PCa. The positive expression rate of pRb in
PCa, BPH, NP was 44.90% (22/49), 80% (16/20), 90% (9/10) , respectively. The expression level of
pRb in PCa was significantly lower than that in BPH (P <0.05) and NP (P <0.05), and was negatively cor-
related with pathological grades (r, = =0.401, P <0.05) and clinical stages (r, = —0.468, P <0.05) of
PCa. The expression level of E2F-3 in PCa was negatively correlated with pRb expression (r, = -0.617, P <
0.01). Conclusion E2F-3, closely associated with pRb, may play an important role in the genesis and pro-
gression of primary prostate cancer.
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2.1 E2F-3 pRb #) f ik 4 4e

E2F-3 5 pRb # 52 7E 4 M i 38 ik , 349 2 % o B 4 4t (2 490
$i. MFE 1 A% PCa v F2F-3 (19335 B %5 F BPH J NP(P
<0.05) , 3635 % 40 B K 63. 27% (31/49) ,20% (4/20) , 10%
(1710) ; HAE PCa 1)1k 2 & rp 5 PR Pk 4 5% P, 11 46 BPH
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e - E2F-3(% ) pRb( % )
- + + + +++ = + + + ++ +
IEH TSI R4 NP 10 9(50.00) 1(10.00)® 0(0.00) " 0(0.00)® 1(10.00) 0(0.00)" 0(0.00)® 9(90.00)®
RERFUNRA 414 BPH 20 16(80.00) 4(20.00)" 000.00)" 0(0.00)" 4(20.00) 0(0.00)" 2(10.00)* 14(70.00)"
Hil3 I £ 4 PCa 49 18(36.73) 9(18.37) 17(34.69) 5(10.20) 27(55.10) 10(20.41) 8(16.33) 4(8.16)
LR
# 14 9(64.29) 3(21.43) 2(14.29) 0(0.00) 4(28,57) 4(28.57) 3(21.43) 3(21.43)
i 14 6(42.86) 2(14.29) 5(35.71) 1(7.14) 6(42.86) 4(28.57) 3(21.43) 1(7.14)
fit 21 3(14.29) 4(19.05) 10(47.62) 4(19.05) 17(80.95) 2(9.52) 2(9.52) 0(0.00)
Il A 434
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