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Effect of abnormal expression of CtBP2 on the proliferation of prostate cancer cell line PC3
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Abstract Objective: To determine the expression of the CtBP2 in prostate cancer, and to explore the effect of the abnormal expressed
CtBP2 on the proliferation of PC3 cells. Methods: The immunohistochemistry, PCR and Western blot were used to assess the level
of CtBP2.And MTT, cell number counting and cell clony formation assay were used to investigate the proliferation of PC3 cells.
Results: CtBP2 was expressed in 97.5% prostate cancer tissues, and it was highly expressed compared with the adjacent normal prostate
tissues (P<0.05). MTT and cell number counting showed that cell proliferation was significantly inhibited by 75% and 70% in CtBP2—-
silenced cells compared with control, respectively. The colony formation assay showed that the numbers of clone in Blank control group,
Vector control group and Silencer group were (136+11),(128+12)and (56+9)(P<0.05),and the areas of clone were (342+22)mm?,
(322423) mm?and (122+16)mm? (P<0.05). Conclusion: CtBP2 may be overexpressed in prostate cancers, and decreased expression of
CtBP2 could inhibit the proliferation of PC3 cells.
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Tab1 Expression of CtBP2 in prostate cancer and normal prostate tissues
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Fig5 Survival curve of CtBP2 high expression in prostate cancer

3 itig

CtBPs 3 FI G R BEOR T, WEFER WA e
FHEIBIN T, 25— R AR, A b i
IR R S A i R A R . A
SFHEAR Y CiBPs AlVE G R P e AR 7 U]
TR, SRAEADITUE T, CBP2 mikik n]
O T A8 0 ) e XL R 2R (EL: H LR A 2
ROV H F AR . ABEI0E TR SRR
FERBL, ClBP2 TERTS I vh g ik, ELERR4n i

CtBP2 PRSI, ] Iob 3540 ot 40 i A S 1 e % 3
JARE ST, X e LS T AT A IRIE ) CiBP2 2 2L
A1) R P 00 R A Ul SR, 4R
CiBP2 W 5% Rk 2 5 T R e 0 kA kR (1
e FLELRAE AP E R AN B

TE4F HE S ) b, CiBPs & %2 40 45 CtBP1 Al
CtBP2 ARG o SR, T 25 550 RNA 5§43
25 CtBP1 7] 4t CtBP1-L 5 CtBP1-S Wy %I
I, M CtBP2 JEH 4wA5% 3 AP AU, B CtBP2-
L.CtBP2-S 11 RIBEYE, HJ&r CtBP2 5P i) ik
£& ¥ NI =2 e a1 W S = % S et I BT 12
A CtBP2-L 1 CtBP2-S 5 CiBP1 HA7 = B2 [ml Pk,
YT H ) RERFSY & ¥R CtBP1-L 1 CtBP2-L.CtBP2-S
Y BA SR ] IG5 1 , CiBP1-S Al g2 5 /R
SR> 2L 1 RIBEYE 7] fE B 16 rp A 22 R 48
HAIE B2 M (1) D RELC,

S CiBPs T EA 2 E WAL (B HAR R
AR ARSI REEE /IR, 1R IREE E1A 1Y
LR, —FRIVH S ] 548 E1A
YR EZEMIIAASE & 85T 5 CiBPs AHEAEFE AR
Yyak B SR 22 TS, R — R 5 I A R
I JHA R A R 60 200 A MG TE SR 22, A E
FERIE , CtBP1 /E CtBP2 WY [RIZ 5 8 (A 51, HoAe
B e v s s, LA AT P A T S 5 i 4
SRR R VIAHOCH . ZRB5E &I, ClBP2 ETi51
i U B e e Rk, DR R ST I AN R 43
SR AN R TG R B B R H 32 T4
P, R & BB S A% 0 S A6, 3K 10 BH R A VR R R 2K
A B, (S CtBP2 5 CtBP1 1£ 141 I8 /& I
HE R T REAETEAS R VR FIAIL A

HETICT CtBPs 75 il s AR WL AT 5T A
AR , B, CLBPs Rl TG — R 5 SL A 491 n
EvilFl1 Hdm2" W o i (7 & A= & S . i, CiBPs
A Sy T L 1 bR 0 o 32 PR A R S R,
E—cadherin™F1 PTEN!"-SS2 0 fpgd HEFE . tbAh 1%
HIPK2U'] Tnkda/Arf!-1245 i 411 11| PR 7 241 ] T
CtBPs [ FRIkIK -, dEmife dE g =0 R4 mk
CtBPs sZmi g it e AL © A — RAVAEST , (H 2
HRZ A I TT AT Te ZEARA 2B AR

AHFSE 2 BE CHBP2 7E R F1 B o B 5 i ik
L Rk S AR T 8 i B AN BB %
YIMIE . BEAh, AR TE CiBP2 FRak /K nl i 3%
T 0 M AR A 3G 5, R, FRATTIA S CeBP2 AT fE K
T 91 s VS A 1) J I8 3 s i 0 B T g ) HE )
7o TN



o521 W AR, 2 CLBP2 SR 2 1K 0 T 41 B PC3 401 i 334 B R0 5% 1) A 6F 92 107

STk development and oncogenesis|J]. Mol Cell, 2002,9(2):213

[1] Siegel R, Naishadham D, Jemal A. Cancer statistics, 2013[J]. CA: A [10] Paliwal S, Kovi R C, Nath B, et al. The alternative reading frame
Cancer J Clin, 2013,63(1):11 tumor suppressor antagonizes hypoxia —induced cancer cell

[2] M2 S A PRI A T AT 05 o R R A8 2 e R 38 0. FR AR AR 2 migration via interaction with the COOH —terminal binding protein
#£,2006,44(6):362 corepressor|J]. Cancer Res, 2007,67(19):9322

[3] Wang R, Asangani I A, Chakravarthi B V, et al. Role of transcrip— [11] Chen Y W, Paliwal S, Draheim K, et al. pl9Arf inhibits the invasion
tional corepressor CtBP1 in prostate cancer progression[J]. Neopla— of hepatocellular carcinoma cells by binding to ¢—terminal binding
sia, 2012, 14(10):905 protein[]]. Cancer Res, 2008,68(2):476

[4] Bergman L M, Blaydes J P. C~terminal binding proteins: Emerging [12] Izutsu K, Kurokawa M, Imai Y, et al. The corepressorCtBP interacts
roles in cell survival and tumorigenesis[J]. Apoptosis,2006,11(6):879 with Evi-1 to repress transforming growth factor signaling[J]. Blood,

[5] Thomas G, Jacobs K B, Yeager M, et al. Hutchinson a et al:multiple 2001,97(9):2815
loci identified in a genome —wide association study of prostate [13] Mirnezami A H, Campbell S J, Darley M, et al. Hdm2 recruits a
cancer[J]. Nat Genet, 2008,40(3):310 hypoxia—sensitive corepressor to negatively regulate p53—-dependent

[6] Verger A, Quinlan K G, Crofts L A, et al. Mechanisms directing the transcription[J]. Current Biol, 2003,13(14):1234
nuclear localization of the CtBP family proteins[J]. Mol Cell Biol, [14] Grooteclaes M F. Evidence for a function of CtBP in epithelial gene
2006,26(13):4882 regulation and anoikis[]J]. Oncogene, 2000,19(33):3823

[7]  Schaeper U, Boyd J] M, Verma S, et al. Molecular —cloning and [15] Escriva M, Peird S, Herranz N, et al. Virtanen I et al:repression of
characterization of a cellular phosphoprotein that interacts with PTEN phosphatase by snaill transcriptional factor during gamma
aconserved C —terminal domain of adenovirus EIA involved in Radiation-Induced apoptosis[J]. Mol Cell Biol, 2008,28(5):1528
negative modulation of oncogenic transformation|J]. Proc Natl Acad [16] Di Stefano V, Soddu S, Sacchi A. D’ orazi G:HIPK2 contributes to
Sci USA,1995,92(23):10467 PCAF -mediated p53 acetylation and selective transactivation of

[8] Turner J, Crossley M. The CiBP family: enigmatic and enzymatic p21Wafl after nonapoptotic DNA damage[J]. Oncogene, 2005,24
transcriptional co—repressors|J]. Bioessays, 2001,23(8):683 (35):543

[9] Chinnadurai G. An unconventional transcriptional corepressor in (2016-09-14 Y f)

B S Bt S A e ta T B e T S S A e S o

EFRXHHIRA A B SH “ppm.ppb.ppt”" KX FEEHRE

B E 8 XH, “ppm . ppb .ppt”" X K F SCYE T F F AR F N S AL T EF, T ppm.ppb..ppt” £ & E A
—WENEMNE AR, LR FH T, ELRERMAS ARRTHEMFNRE XL LS (XL
%% 4 parts per million ,parts per billion ,parts per trillion), &S FR#F 58 #, (L2 & & 2018 7T 6 2 DL “ppm
ppb.ppt”" R 4 4R, T’F%‘E%E%XE AT B A 3 B U] F5 Xt “ppm  ppb .ppt”" AT HH

MERT S EMET BERU LR A E . 1 pg/mL R E- KRN, wRE RN FEE | g/mL, N
1 pg/mLAE % T 1 ppm; ﬁﬂ%/ﬁ‘/ﬁ)‘fgﬁri 1 g/mL, N F ZHATHE

MAAFHEENTE, ¥ ARRRKEMRE-RKRRKERRTHERLYNEGE, KRRERLAEL
HRKA *Aﬁxﬁm%ﬁﬁflﬁm’fkﬁi‘r(ﬁﬂ em’/m* \mL/m*), % H X £ % : 1 ppm=1 cm’/m’=10°, 1 ppb=10~",
1ppt=10"%; ME-BKRRKEZHE LT KKRAPFLEYNFTERRELET (W mgm’ gm’), #EKXRZ:C=
22.4X/M,EVF X 75 24 DA mg/m? & R B9 IR AR C 95 424 DA ppm KRR BIR A M T 2T R E S

B A E R E F Y F “ppm.ppb.ppt” 5 E S EHNHEE KX Z N 1 ppm=1 mg/kg=1 000 pg/kg;
1 ppb=1 pg/kg=10" mg/kg; 1 ppt=1 ng/kg=10"° mg/kg.
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