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Expression and function of CUG-binding protein 1 gene in prostate carcinoma
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2. Teaching and Research Section of Pathology ,Medical College ,Henan University)
[ Abstract]Objective: To study on the expression and function of CUG-binding protein 1(CUGBP1) in prostate carcinoma. Methods:
The CUGBPImRNA levels in the prostate carcinoma specimen and the adjacent non—carcinoma tissues were detected by quantitative
RT-PCR. The expressions of four kinds prostate carcinoma cell strains (22RV1,PC-3,DU145,LNCaP clone FGC) in CUGBPI were
detected by Western blot. The proliferation and apoptosis of cell line PC-3 after silencing CUGBP1 were examed by RNA interference
technique. The mRNA levels of downstream related genes in cell line PC-3 were determined by quantitative RT-PCR. Results :
CUGBPI was highly expressed in PC-3 and 22RV1. The CUGBP1I mRNA level in prostate carcinoma tissues was higher than that in
adjacent non—carcinoma tissues. The CUGBP1 gene silencing, which was induced by shRNA lentivirus, suppressed the proliferation
and apoptosis of cell line PC-3 and increased the proportion of cells in G, phase. The mRNA level of CDKN1A in PC-3 cell line was
up—regulated while that of BCL2,PCNA,MCM2 and MCM3 was down-regulated after CUGBP1 gene silencing. Conclusion . CUGBP1
gene may regulate the apoptosis, proliferation and cell cycle of prostate carcinoma cells through up-regulating and down-regulating

downstream genes.
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Tab.1 RT-PCR gene primer sequences of CUGBP1,BCL2,CDKN1A,PCNA,MCM2,MCM3

519 S5 -F

519745 -R

CUGBP1 5’ ~ACCTGTTCATCTACCACCTG-3’
MCM2 5’ ~CGACCTGAAAAGGAAAAT-3’
MCM3 5" ~GAAGGCGAGGAATGTTGG-3’

CDKNIA 5" ~GGGACAGCAGAGGAAGACC-3’
PCNA 5’ -TGAAGCACCAAACCAGGAG-3’
BCL2 5’ ~GTGTGGAGAGCGTCAACC-3’

GAPDH 5

> “TGACTTCAACAGCGACACCCA-3’

5’ ~GGCTTGCTGTCATTCTTCG-3’

5’ -TGCTATAAGCCCTGACCC-3’

5’ ~GTGGGATGGGAAGTAGGG-3’

5’ ~GACTAAGGCAGAAGATGTAGAGC-3’
5’ ~GAAGGCATCTTTACTACACAGC-3’
5’ ~CTTCAGAGACAGCCAGGAG-3’
5’ ~CACCCTGTTGCTGTAGCCAAA-3




BERERKZFR 2012 £5 3755 6 45 ( Journal of Chongging Medical University 2012.Vol.37 No.6 )

— 541 —

1.4 ZRHE
1.4.1  Western blot 721l % 4% Hiy 51| 982 20 i Ak CUGBP1 251
AR ST FH Image J B0HF P 457 K BE 4B, 15
CUGBP1 % 1 5 NZ GAPDH # 1 A,
142 EH RT-PCR ill%E CUGBP1 LA £k  FHEK A
HACt 5 GAPDH JER Y A Ct AR,
1.4.3 CUGBPI Z£[H shRNA 12f5 855 5% 1 MRAMREF T
P R FRAi b GFP BHME AN ECE T A R R0R
15 %it$am

ST LR 4 A RIFLINAE , Bs DAIEL + A2 (v £
)FIE LRI T ¢ Kl 2 R g AT 4o v 40 #r , A
TR T 220007, P<0.05 W EFA G5 X,

2 &% R

2.1 CUGBP1 {247 %) B8 2m Lk 0 K iA
51 B8 4 MLk PC=3 1 22RV1 4iiJfl CUGBP1 & 13
5% DU145, LNCaP clone FGC 4B B4 WIE 1,
2.2 CUGBP1 AR RT3 IR 2 Fn 5 57 SR F 09 ik
CUGBP1 L[ mRNA 7 i 81 I 988 40 2 fg o2 41 4L 2
ik, Himsr AU HL L, B4 B 41 24U CUGBPL SE
mRNA ¥ FIRGEECK 4.6 £, E HEERAGITFE XL,
WL 2,

CUGBPI - - e

GAPDH

PC-3 DU145 22RV1  LNCaP

1 Western blot # il 551 BRfE= 20 Bk PC-3.DU145.22RV1,
LNCaP 1 CUGBP1 H3Ri%

Fig.1 CUGBP1 protein expression in prostate cancer cell lines

of PC-3,DU145,22RV1,LNCaP before Western blot detection
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Fig.3 CUGBP1-shRNA lentivirus mediated gene silencing of
CUGBP1 in PC-3 cell line
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Fig.7 Gene expression of CDKN1A, BCL2, PCNA, MCM2,
MCM3 before or after CUGBP1-shRNA lentivirus and control

lentivirus infected PC-3cell line
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