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Abstract

The Wnt/B-catenin signal transduction path-
way plays an important role in the initiation
and progression of colorectal cancer. Glyco-
gen synthase kinase-3beta (GSK-3B) is a multi-
functional serine/threonine kinase that plays an
important regulatory role in the Wnt/B-catenin
signal transduction pathway. However, there
are two opposing views on the role of GSK-3
in the pathogenesis of colorectal cancer. On one
hand, some researchers believe that inhibition
of GSK-3pB can promote tumor initiation and
progression, and tumor growth will be inhibited
if GSK-3B is activated. On the other hand, some
other researchers hold the view that inhibition
of GSK-3B can prevent tumor development, and
the initiation and progression of tumors will be
promoted if GSK-3p is activated. In this paper,
we will review the roles that the Wnt/B-catenin
signal transduction pathway and GSK-3f play in
the pathogenesis of colorectal cancer.
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45 B i AR R R TP IR SRR 4% A 1, O Hol
A T RERCA 25 e 0T R ) 7. AR H
HEF X G SK-3B7E 45 s P AR I, Hi B
T AR S B PRI ST 4 . A SR A T A
Wnt/B-cateninfs 5 ¥, F i A0 &L ZHHE 7 1
GSK-3BIMFRFE, LLRABATTS &5 E Wi kAL R R
MR, T 4G SK-3p 7 JE W51 45 FL iy
S

1 Wnt/p-catenin 545 E 5%k
Wat/B-cateninfii 54 S48 o RN 73 1B
BN [1(B-catenin) & —FlFE LA 1. Y
B AN KL AMI Wt/ 5 BB, B-cateninE4H Y
P T I T IR AL A 3 R B A R IR KCIR A, =
£ N O N TS R W N ) DR PN I N il
9 [K 5~ (T-cell factor/lymphoid enhancer factor,
TCF/LEF)4bT- 4R A" it A B-catenin ¥ %
fift 2l PP HGSK-3B % 4E4E [ (axis inhibi-
tion protein, Axin)FIIRE P45 1 5 PR 4
H(adenomatous polyposis coli, APC)HIZ & H
HEWN . fEMpTh, T2 EAEGHY
B-catenin&hi & - LWk AL, BEiM Iz AL
IFw I BEAR B AR, Wntf5 5 5, Axin-
GSK-3B-APCH GKTE AN, B-cateninANGE
WP, TR pTh 2, BRI . £
Hikz N, B-catenin5 TCE/LEFZ K K15 5 A 1
i 45 SR L R i 3 W n L [ S IR 11 B 1Y) A0 55
S W ID 1 (cyclin D)4 g L A (cel-
lular oncogene, c-Myc). cyclin D1fllc-MycHI#
5 R IR TE B S5 . Wnt/B-cateninds 5 5
FIEFEAF T CF/LEF 1) HE [ 525 R 1) 3 58005
fie it 1 45 B e w1 i e A2 NI Axin-G SK-
3B-APCHE AN Wnt/B-cateninfy 5 ik 12 £
B AR R]. IR R ARSI, WAPC,
Axin, B-cateninKA I RAL, B GSK-3pHE
BERR A (G SK-3B M ARBITARAS), T2 W B 0T
FB-catenin(FJ 51 P T ML, T EB-catenintE it
TR BRI NG A%, XA (g Bk A
IE S
OugolkovZE"Hil g T ANKRE: H e br A
B-cateniniG LM 22 57, UESE T 7EMR 1R 281110 2
ML, B-cateninfP) % Ak REAH ) FREINIR L4 105
T2 3% 1 H HashimotoZ5™, MikamiZs™,
Wang 5! I8 418 70120 8L 45 5 g G S
)4l B-catenin R IA KPR ke M 45 H
Jors R P 2RI B vy X BRI PR R IR S T 45
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K SUAT B PR WL A I, Thornton®5 7R I
p3822 i iH A I (mitogen activited pro-
tein kinase, MAPK) e 7 PE B2 AL GSK -3 B
Clif 5539007 7R 2 R Fk Ak, MG SK-3 RIS
P30 Bl B-catenin7E 41 i 7 AR

3 GSK-3pE5EEIHRE
A B33, fEdtp-catenindE MU N AR E
M EPUEWntf5 55 T Ae T i) o st it
My J5UE £ 1 B-cateninfl 22 W\ 4 & GSK-3B I IR
AANE RIS H D), BT LAIRATTR] LLIA A G SK-
3BT FRAM 1 9 A2 MR T e R o A
{EWnt/B-cateninfi 5 342 AR HI R SEILAY.
WangZ: " Li%EPI 0, GSK-3pIAE T
Y B-catenintE M A 1) BAR, AITILEIoRg ke A2 K e
R E AR . Caspi®s™ ¥ i IEGSK-3phEHEN
1% W 5 B-cateninfE il 2 A5 14, B#{KB-catenin/TCF
MBI B DR B s i P, DA T A0 e DR ) 20K
Takahashi-Yanaga: e, i 0k S8 1
(differentiation inducing factors, DIFs)#i%FGSK-
3BHEFNHIWnt/B-catenin{F 5 5 FiE4E, MINAEA
SR A A KA. Song P RIE, FLBE B4
#-3(galectin-3)EIHIGSK-3MM A #E, M ififE
B-cateninfE g P R AR EE ¢ =iB-catenin/TCFIT)
e Srm I, A G R DAL (3L 19 0. Tighe
SRR, GSK-3BAELERF G (04 134 55 4 34
HRE AR, TG SK-3B Ml 7 il v i 3 g o 14
R ANRGTE T 5 IR . X 1 4 340 S 40 )
GSK-3B4 (i ik iies K A2 e, s AL GSK-3B
IV bR A A AR

{H 2 5 1A 1), Shakoori® ! 43 it
B Gl DRI A e 40 i & P G SK-
3B E RN HEREAT T E, R BoRELL L
4 R P GSK-3B 1 & = A A HEK 293 41
MR A B, IF B2 0 N H GSK-3BiE
HHI77ISB-216763 F1AR-A0144 18 I N 40 g 5 77
Fern, Al AT TR0 52 2 DAL g 40 1 2R PR A7 3 R0 G
BATRAE TE T, WX EE L. Gustin
AECSI) R T G S K-3 @475 4 41 1 750420 7] st S 410 71
N g R 5 P o 0 L D 1, EL 0 IR AR )
FEIR A TR B B L 4 e 4 EH C T- 116 1
B Mai P S HOE R, 5 E . S
BRI AT e A L AR, GSK-3BIKE P 2K
FBIATHEK 29340 i W2 Tt v, T GSK-3B

{14 3 P ) 7] e S 2 0 0 e R 4 ) A7 R Y
B, R HIE T, HIEAEITHEK 29340 e, A
IAE WA RGEIR R, 20084EWang25™ LR T
AT F IR GSK-3B IR Y7 WA P 1 L5 (mixed
lineage leukemia, MLL) IS 4. A0AT 1A IR0
THIGSK-3H REAT W TR T MLL. S50 45 R bR,
18 FHHGSK-3 B4l FIaT7 3 1 /) BUEE AR ik 2476
7N BRI IR R K. HoR AN I GSK-
SPRELIT, #RHEBH L A 1055 40 i (0 2B K A ATTA
X 0] fEH GSK-3B 145 Wnt/B-catenin{f 5 & 4%
DI REA 5%, XA 5L Ui W G SK-3BAf SE AT LAY
S R U 4 (R R 4 1. DA E i SRR SRR
GSK-3BREATT MR, 135 LG SK-3 ) 2 g i3t i
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4 1P
Wnt/B-cateninfs T iR 2 5 22 Hip-catenin &K %
BN, AR E T Vi R DR 2 sk, T A JE 4 M
B-catenint HHAxin. APCHIGSK-3RZ1 kM5 &
A B i T PR 7 B-cateninCE 40 JIED Y IR K-, BT
PLAxin. APCHIGSK-3B4L I Ak —E
WA Wnt/B-cateninf 542K BT AE, 1M 11
DU IR AL B-catenin )G SK-3 B & Je it v 1) 5%
Bt AR TR I S R AT HE A S A5 XY
S5-I GSK-3p 4 3 HB-catenin ) FE AR,
A LA 40 i PN B AR N 40 A, gk (g L
NUEEE R Rk, TR IR IR R AR R .
AT 90 45 A SCRFIX — W . AR, A28 SOk
SRARTE T GSK-3BXE iR i) S [ i AR, SRR
DA EAE TS, AF HC b e 40 4 FH O AN 2 i i i 1R
. B-catenin A AR A2 1, T2l id GSK-
3BREA A B B-catenin-TCF/LEF E &5
2 SR M SR ST AH b, A7 L8 SR IE T
BRAH S 45 L &5 1 M A IR 265 1 4 v
GSK-3BMIZRIE AT RIGE T =, LG T A
O 40 M A LR T, A0 JEAR A
SHGSK-3Be— P s A2 R 14 1 v 1 428 PR 1
DL B i 45 R L, SRR LR
Wi o, GSK-3B2—Fi 2 T REWLTE, fth eV
A5 T @ EEEH, A REGSK-
3BREME I L 5] 4 SRS A A5 5 e i At
SO S H e K R R 3L, GSK-3RAL
TR, W R B SRR RS A 34, 1
i 55 ) 5 4 HAE LR A I o 2 3 1) 2 5L 1R
Ak Z ke N a v ae i 2, HAP AR — A5k
BE TR PR G AR T AR, K 5 W R T A 1
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