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Research progress on the role of CtBP in tumorigenesis and development
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R PR Atk G €5 o 9 2 R A ) B R R BT ) S )
T, F DR AR, CtBP X 1 22 i g 01 i) 2 K] 11
FIE AT GRS, [R5 b R TR B Ak
(epithelial-mesenchymal transition, EMT) Fl19& fiE T 41l
JL B RS A G R R (R IE . FEZ MR, CtBP
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CtBP J& — 1> 48 kD I 41 f folf i A0 25 11, e i) %
K AR E EIAME AR, S ANEMR K
5% 75 E1A B A C A I 43 55 1 & 38R 1K 1 2 41
PLDLS A EAEH , #fil R i % s Th e . B HE3hY)
CtBP 5 A % Jti 3% 1 CtBP1 #1 CtBP2 4Lt , & 31k
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[RLEE CtBP AT LAE g figg sl X 2 5 g 1) kA i
SO, B2 A, CtBP ik m) BL Ak HE AR i AR A
CtBP1 ] DA 5 [ I fis # 2k ] Bvi-1 AH BAE A (22 B
I 75 S gk e,

CtBP 1F 4 2 Fh Mg vh s Rk (1 W M FR& ) , 5
JiE ) R AR R R AN RS V)R ¢ . CtBP1 Al CtBP2
1 Z PR 23 rh R, G038 FLIR S L OF 5 K%
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5‘;%[12-14]0
2.1 CtBP 5 L mpaia 44

%K T ZEBI1 4 H 2 5 DNA 45 & 11 5 3640 i)
7, FE 5 S5 K 1) E-£%5 K 25 H (epithelia cadherin, E-
cadherin) )ik, 75 5 EMT #E#2 , E-cadherin ik [£1%
Bl N2 EMT R AE R bR &N, CtBP il % ZEBI1
SEALE| CHD1 & 3+ b H A 3 F 4 5% . CHD1
5y T2 5 7 41 IR 3 BRI R AT 1 G e R
V) 278 L 8% P Ty e 2% 2 3 S50 g 40 42 28 e 0 1 o [
IS} B % Yk B 120 CHBP A AR KRN #E RS AH 5%
5 DAL F S o35 AT 1 2 3 AH O JE PR (f37] 41 Tiam1Mrna s
MDR1, Wnt %) [ R IEFIEMT K41, 15 9 (gastric
cancer, GC) H1 [ F 5 5% #% i 3 (methyltransferase like
3,METTL3) %5415 m6A 151 , &St EMT Fl4k Py
R FT L , METTL3 ¥R FR 7> T ZMYMI g% 5545
CtBP/LSD1/CoREST & & ¥, #1 il CHD1 J& 3l &
P, BE T L3 EMT & 2 A0 R i f50

TGF-BTEIEWHLUR B MM R A ES
HiA , B8 6% 40 ) 1 B A R S S A T BBt
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li] {2 111 = & 6700 1 TGF-B 52 7k 5 8 EMT A4 it #%
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ZEBI M 45 &, 3% B IE S 1t o 775 a3k — 20 (i 3 o Jsg %
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(IR IE 5 [ R4 I8 1 vy EMT 25 AH 5%
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CtBP n] /5 R 648 . IR 4l i (0 5 R 0 I
EMETH T, R E R RE . MR A 10
T Y AR BRI A 7K 75 1 [EIEY) (phosphatase
and tensin homolog deleted on chromosome 10, PTEN)
AT 9k 290 132 28 % #% 15 3 25 [ 1 (T-cell lymphoma
invasion and metastasis 1, Tiam1) 52 V8 5 [} 98 41 ff 3T
BAZZER 2 ML E BN . AFAPIRIL,
F I [1) CtBP A3 PTEN )1 #1 PI3K/AKT 15 5 i #%
0% , PISK 3@ i 2E B PIP ¥ 7% GEF P-Rex, i it iff
AT WIS k% R A 4 K 1 (guanine nucleotide
exchange factor, GEF) F1 GTPase J#i% &5 [ >R Rho

FK & GPASes , (2 #E4H L F%

Tiam1 #& Rac GTPase ] & B WA A% 7 B2 <2 # K 1,
TEE A I R B AE R e R I E B
S5 R MR I RAER . 5P RIE , CtBP2 Al
Tiam1 KIA 2 IEAH K . 25 1% %0 20 B o KLFS fe 18 K5
CtBP2 4 % £ Tiam1 (1) )5 2 7 L2 12t 45 % 96 40 i 1)
T#.

23 CtBPHAT

FHAHE 5T R ] CtBP & L@ i #1 Bel-2 AKX
TR AR R T 431 SR AR E 400 B A7 4% i a0 B0 A A
KIL, 7E CtBP i 2% (1) 40 A 7 4R 98 - B2 ] p21 . Bax.
Noxa PERP 5531k /K. CtBP 1k Ay i g 4111 1] A
T ARF {45 5 M 2 45 B Kruppel £ [H 7 (Kriippel-
like factor, KLFs) 324 3 Bik /&3 ) T L% 5 & A B4
X CtBP [ B¢ iR (R4 T2 S5 4ME (UVBD JR G
J&i 5 [F) IR 25 K 35 FH HAE H &5 30 2 C(homeodomain-
interacting protein kinase 2, HIPK2) 4> 5 Ser-422 1)
iz A6 R CHBP (1) B i, 3805 pS3 T g A2 E o T2
1N 45 o 20 B rF A CHBP I 3R35 S 80U LA i T2
AWM W, Bz A, @K CBP R ILFE S
caspase-3 [F1 [ fif T S4B RE P PEAE TP, B CHBP
A 5 DR BELI& Pt 75 10D 0 ST 3 2 2 o S 1k
AN SR AR T 2 DR B S 0 ) BT 0 23 )2

IR KB4 CHBP #Hi] 1) 5: R 2 AR 98 T2 4 pS3
(R ERIE R, (E AT AF FHIE B, CEBP A BAAS KA pS3 L
Hil 75 T T, 5 HIPK2 28481, INK1 1 A DL R 1L
CtBP K Ser-422 {2 i3t CtBP I P& ff , Z iR 121 S A K
i pS3 AT HR I T o SRR IE AW AL pS3 Bl = Bl
AR IR IR T R AL TR R .
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+ 1408 -

FR [ R AR IR YT 44K, 2020, 27(12)

S, A2 A AR EDIRAS AR B0, B AT A =k
i 2 Jieh 98 200 Jf A= K Db AN T /b ) B BUE R R, R A
P K T B A RE R AR LN . 4i i
AR AU 30 R A 0 A 1), AR 7 AR R R A 7 ) (48
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2111 B 4 B YRR U i 7 AR ) B8 A AU %
PR 14 BA 35 5 SIRT4 J2 JE A7 7 28 RL A4 11 sirtuin X % &
1, BE 85 1 A0 2 S I I U ) APP-AZ B AL, Jo o
e — MRS BB IR N o-F % BRI & . CtBP AJ
B 1T SIRTS A T RG2S, 0 1) 48 2 Ik e 1) 43
ik, AT A 328 g 1 2

VFZ PO NIE B, R S R A R S DI O
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SR 22 (T 9T I B CHBP 78 241 i o A% i 75 oy L
AEEMEH, @ 2 MSE L. 2-H-4- H 560
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SR 45 W3, %of v yg 4 B 2L A A B9, MTOB AT fH
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