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Wnt/B-catenin {5 518 B K EHIH 57 A THAEE P {ER RV TR
Research progress on the roles of Wnt/p-catenin signaling pathway and its inhibi-
tors in gastrointestinal carcinomas
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W, f7-7E Wnt/B-catenin 15 538 4 1) 5. 25 5% 0T - B35 X Wnt/B-catenin {5 5 3 B IR N T fi# , Wnt/B-catenin 15 538 #4401 #1771 (1)
W R A IAS T 235 (0 R, © A #4r Wnt/B-catenin 15 5 38 B0 572 I ARASE 278t R RIPTMIE 8CR . IF B, — 2wl A
TR oA 97 11 24590 B3 4 R IR AT BEL T Wnt/B-catenin {5 5 3@ % , $2 78 AT TTE VR T Wnt/B-catenin (MR RE T /). A SCRE

Witt/B-catenin {5538 #6411l 75 /6 315 A8 88 v A1 P R F T DCIR BEA T f] ZEAEIA

[KH2IA]  Wnt/B-catenin {553 #% ; 1 751 s T A3 MR8 5 SE1R3R T

[FhE42ES] R735;R730.5 [CEAMFRIREE] A [XEHS] 1007-385X(2020)08-0938-08

Wit K52 —HE5EZ MBI EL K
%, 2 5 R A B Y R T 20 M 1 3T R 4 B 4
T EAY)E R . Wnt/B-catenin {5 5 I L)
PAFAE T A A AL () NS I v, L8 e R
JiR e EE e 15 e A 5 B e S AN TE S IR
Wnt/B-catenin {5 5 18 [ 25 8 AN 5 i 763 40 B ) 14 5
FETE TS e T A% 38 T 3 3R I B R

1  Wnt/B-catenin {5 518 B4

FEMFLEN Y T, C 48 %58 194> Wt FCAR AT 10
A Frizzled 32K Z 0% , 52446 5 BCAR I AH BLAE HS K4
# 5 9E 28 # Wnt/B-catenin 5 5 18 B I F0EY . 48
Whnt {5 5 18 B0 J5 5 B-catenin PR € T AR 41D
J AR BRI AAZ, 3 B8 T Ui A R DR i AR 4R
Wnt/B-catenin {5 5 38 B 1 J0E A KT B-catenin.
24 Mk, FEFFEZ i Wnt/B-catenin {5 5 18 B AL 5
~F- T8 41 Jifa A% P4 38 1 (planar cell polarity , PCP) F1 Wnt/
Ca® JH 18", 2 # Wnt/p -catenin 15 5 18 #% a1 K 1
FI7R o
1.1 4% A4 Wnt/B-catenin 49 32 A1 {2 538 3%

H 71, % F 4K B-catenin FJHL S S O A H
TR FEAH L 4h Wt Bo AR s 115 0 T (E
1A, 41 ji 57 7 F B-catenin ] & “ B 3K &2 & )7 i R
b, {2 3E FLBF AR . % 3R 52 A ) (B-catenin-destruc-
tion complex) H1 #% J5 & Bl B 8 3-B (Glycogen syn-
thase kinase 3-B, GSK-3pB) - & & [ ¥4 ¥ 1a (casein ki-
nase lo, CK1a & Ji7 IR 98 1 JEL A 2 1 (adenomatous
polyposis coli, APC) Al 3 42 FH (Axin) #4 . 1X Fif
“WIRE SV RV B-H S RERE T EA B-

transducin-repeat-containing protein, p-TrCP) /1 iz

Z TR B3 MY 55 7E B-catenin 1) 25 & 0 55 &, 1955 B-
catenin 72 A, T B & A RRAA AR, 7E Wnt
Be AR A7 12 115 3 T CE 1B, 4K 38t B-catenin (1] it 7Y
Wnt/B-catenin {5 5 18 % B Wnt FC & 51K % B iR 52
(lipoprotein receptor-related protein 5/6, LRP-5/6) %
R 54 i 25 [ (frizzled , FZD) 32 Rk 45 & i il k7. %2
A 5 C A ¥ 45 45 51 #2272 & E (dishevelled, DVL) B
B4k 2 Bz A JE 0 , 78 GSK-3p M “B IR &2
G LB, KE5A GSK-3B I E & WA BEE IR
1. B-catenin,, 1fij JE B BR 14 1] B-catenin 7E g i HH AR 5K,
TR 2, 5 T 4R 7 MR 7 (T cell factor,
TCF) . bk B2 38 55 [X] -7 (lymphoid enhancer-binding fac-
tor, LEF) . CREB % %5 & 4 (CREB-binding protein,
CBP).B4H &M L 40 F (BCL-9) VAL H LBt
R I p300 S5 i sk K 7 A HAE A, J8 2 Wt i@ % T
JiFe FR) L [R] -1
1.2 R# Wnt/B-catenin 89 JF 22 12 5@ %%

4 # Wnt/B-catenin 15 5 18 % 3= 220045 - 171 41
Jit A% 14 38 2% (planar cell polarity , PCP) 1 Wnt/Ca* {5
il % . PCPifiid Wnt it {4 Ml FZD.PTK7 2 ROR2
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3L [F] 52 (A 455 1 8 3. Wit Be ik 5 =2k 45 5
Ja¥ DVL AR -, DVL i 5SEMEATES
& B03E TR 7 1 (dishevelled associated activator of
morphogenesis 1, DAAM D JE B & & 9 31 330% Rho #H
%l (Rho-associated kinase, ROCK) , 5| 2 4 i &
ZedE . RN, @IS GTP [ RAS [F] U 5 PR 2K 0% 1% i
A(RhoA) .RACI (Ras-related C3 botulinum toxin sub-
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strate 1) 1 c-JUN-N A i P g (ONKO 5 A2 T Y5 =5 0l
% BOE" . Wnt/Ca® {5 5 3 % i Wnt fid & 5 FZD
AR GE A BT AR G A R T R 45 A R
(G-proteins) ¥ DVL W it 2= 21 g fbs , i3t — 202 {5 i g
ity C (PLC) A4 1 2 1 MO 1 3308 1T (CAMKID 3
T TN P 45 B RS o, AT R T R RS
SRR,
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1 Wt EL{RER% (A) L 7278 (B) B Wat/B-catenin {5 S B i 895 T 78

2 Wnt/B-catenin {5 S & B FT EF

RNF43 (ring finger protein 43) Fl1 ZNRF3 j& Wnt/
B-catenin {5 5 18 #% 1) F MR I 75 R, RO B AT E3 i
Bl s 1, AUAT LU Wt 5244 I 2 20 Wt 5244 (1)
PRTH A A RV i A RO T L R RR S 4 Y 3 FZD
k%22 F 4. #H %, R-spondins (Rspo) Al LGR4/5
(leucine-rich repeat-containing G-protein-coupled re-
ceptor-4/5) 3t [A] 55 RNF43/ZNRF3 [ il 4b 45 #) 428 45
il 3 % RNF43/ZNRF3 (192 R AL FIE B, S 204
2 TH FZD 32 AR () 56 0 AT 1 58 Wnt/B-catenin {5
5 IE B AE M. 28 di Wnt/B-catenin {5 538 B [ 9%
BT OG22 5 N 1) B-catenin K [, HLUE M 52 B “Ri IR
EEW7HIT . Axin {E NS AE H 1 5 GSK-3p A
CK1, 5 APCIEE &1, 5 B B-catenin B HE 1b
FIEE J5 0 2 B PR B AR o Axin B B R 10 5 2 R 1R
PR e A, 0 RS e B B A7 A AR

. fE6= Wnt L A& B, Axin # B R 1L, (F L 5
B-catenin F A7 HL = IRy, FF G SRR 2 S W) AR
E M s 2 Wit Bl A 5 3246 25 & W05 15 5 18 BRI, Axin
PAEBE R AL (0 T AR AE , 2 35 PR IR & i A2
SEPEIY, APC MY 5 GSK-3B.CK1 Al Axin — ) ik
“BORSEEW)” IHESE , (23 B-catenin [ IR A A1 2
B AR A7, 310 1T 38 i1 B-catenin M ZH BB AZ i 50 HY 5 ik 2D
HHEAZ N B-catenin 7K1, AT 4711 Wnt/B-catenin {5
Ll

3 Wnt/B-catenin {5 S 18 B& 51l 57 7£ 78 14 18 Bp I
7 Rz R

Wnt/B-catenin {5 5 18 2 (1) A T2 AF4E T AN A
5 T 1 2 e b, ELTE VAL R G R R U
F, L E T, 4 80% B AEAE Wit B I R
B, Frp ] APC AT RNFA43 9848 51 G () 5 0% 45
il i 70% F1118%, 11 H. 5= PR 5% A% J5 A5 e 48 A o IR 7K
ST F) Wnt Fie A i B BIURRUS . 78 LI T Y B
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T SRR AN B2 R A AE Wt JE B R R, 32 2
HH 4 i B-catenin 25 [ ) CTNNB1 i [ 548 5] 2!,
E P 98 4 B ) A4 A1 5 97 5 e M S LR B A Y
FH Bt Wnt/B-catenin {55 5 18 B 1T 32 2 41701 [ e 248 A %
g A AR K, X — R B K Hb {2 33 7 Wnt/B-
catenin {55 5 i #% #1177 B BF K o I A ) Wnt/B -

catenin {5 = 1 #4711 751 32 223 i FH T 0 A4 5 52 AR A
G AR A 5 A W B i3 B-catenin [ A# T4 B-
catenin <R 14 % 5% PR - S5 18 42 i) Wnt/B-catenin {5
I, SO R R Y TR S 3 B AR TRV AL TE
I8 LA B2 I A FH I Wint/B-catenin {3 5 18 2% 417
HFIER D,

=1 E3HECERTE R Wat/B-catenin {5 S 18 F& 155

EbIb R T

XoF B SRS

Xt Wnt/B-catenin i N .
I AR B B B ZHE R

el-A|
OMP-18R5 Frizzled 11 Eifikl LA R [20]
OMP-54F28 Frizzled 1 i DA R [21]
LGK974 Porcupine 141 il LI PR [22]
WP Porcupine gl i I PR Al [23-24]
Wnt-C59 Porcupine g i Il P T [25-26]
XAV939 Axin i fiil [N [27]
TNKS656 Axin WO i Il R T [28]
JW55 Axin WOE kel Il R T [29]
TW67 Axin Wk eI I PR B [29]
TW74 Axin Bg kel Il R T [29-30]
G007-LK Axin BE i Il R T [31]
G244-LM Axin Bg ikl Il R T [31]
CWP232228 TCF/B-catenin EEH| il I A< iy [32-33]
PKF118-310 TCF/B-catenin EEH| Gkl I A< iy [34]
PKF115-584 TCF/B-catenin 14| 1 I R [34]
NCB-0846 TCF4/B-catenin 141 1 Il PR 11 [35-36]
LF3 TCF4/B-catenin 41 il 7N [37]
1CG-001 CBP/p-catenin 1 i 7N [26,38-40]
PRI-724 CBP/B-catenin 141 i /I R [41-42]
ATARER TCF/B-catenin B e FDA #it#E [43]
S Frizzled g s FDA #iL#E [44]
it o S CKla 141 kel FDA fitii [45]
At JE R LEF/p-catenin 1 Eif FDA #tfE [46]

3.1 WntEAR G R34 5

3.1.1 OMPISR5 OMP18RS5 (vantictumab) f& —
Fh B 50 B LA, W] 5 FZD1.FZD2. FZD5. FZD7 Fl
FZD8 A1 HAEH , M1 BEWr Wt LAk 5 FZD A5 524k
G5 fid R (R IR S T A R 4 P R i R
) S A A /N SRR o, OMIP18RS 7] LA #H1 ohl Jik flt Jes
Y11 B i 48 5, T H. OMP18RS 5 7 P4 fih ¥ ( gemcitabi-
ne) XA B R T B 250 97, 3 Wi — T A
FUUNIE S, — P B FZD #5915 F2.A, 7] LL 5 FZD4
FHELAE FH 5 00 JR i s 200 A A= A 1 400 /) 4 AL T
OMPI8RS5. T 2 i 24 ff S FL e M JR B i AR
OMP18R5 t B A B & (4l 1 A, H 55 7 % &
(irinotecan) BX & B F 97 RCE A, 15 B i M 2 HE 8

PRI, TE IR & I A7 (£ APC R7AE, OMPI8RS 1)
A DA, 2 0 i) R 2 0 A KO 7E — TR S R
i Ji e K5 2 I LI PR 62, OMP18RS V69T Ji5 8
i) 55 353 15 2R MR (53%) , 4 Bl - i i A e (27%) , T
B AL AEAF AN 7.2 H s MR 26T 8 44 &
B 2B R AR T, EEAR RO Z
77(NCT02005315)

3.1.2 OMP-54F28  OMP-54F28 (ipafticept) & —
FHBHWT Wnt BctA 5 2R G WEHMEEA. F
R Wt FiE A4 1155 15 5214 , OMP-54F28 1E 5 Flt £ 48 I8
(1) 2 ) 45 B 8 9 IF B 2 — A 2K Wnt/B -
catenin 38 # $0 1 FICY . 7 iR S bR AR A A o
o3 MBI & 48 FH P ARV AT OMP-54F28 VA 9T, Bl
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{5 Ff OMP-54F28 Lt 5o A F 35 75 fth 5 0t e 28 K 1
0 By S 5 5 o K A FH IS DL T OMP-54F28 1
Z9RTT » B OMP-54F28 5407 2 AT P R VE T o
WE A, 75 %< ' 22 AR A2 10 e Ji s 4 A SR 7 % il g A
R ep, {8 H OMP-54F28 J6 97 J5 FII AR P i fg 7 7% 1
AR, A0 I FEE R e 0 BT S i A A% B SR ek . OMIP-
SAF28 Iife ARG 2 X 3 44 S £ o (A B 40 e 1
o RE LT e 2 D I T IR 7T, 45 R BoR L w s e e
B I IE K (> 6 S D, FBEAS [ B FE AR Bl ILE 4
HEK(NCT01608867) .
3.1.3 LGK974  LGKO974 & —Fhom %0 « i 8 1
) PPN (porcupine) $ il 71] , 3 Z2 38 3 #01H1 Wit ERAE
FERS BTG , 98/ Wt FCAA (1) 43 W , 15 2 1 H1] Wnt/B-
catenin {55 5 I8 4% 10 H 1. 78 R IR F IR PR A I 562
H, EIE B LGK974 18 i 92> LRP5/6 52 44 1 s R 14
M B Wnt/B-catenin {7 518 B¢ ¥ (R (3R K /K F, B
LGK974 1 #E RNF43 45 (1) Jif Jlt e 40 . 3 Hp R I HY
ECnRANHIVEA » 7EThAE L, RNF43 /& Wnt/B-catenin
55 I 1 SO R T TR 4 18% 1) 45 B R
H P AR % RNF43 1R 78 , 3% 2 LGK974 7E RNF43
I T Ji 8 o 1 3 R R R T SR AR T T I U7 e
LGK974 1A #EAT 50 5 e LR e £ 8 i A0 it
fif DR £ o ) THAI PR 56 (NC'TO01351103) , H Hif v
KA R A
3.1.4 IWP  IWP(inhibitors of Wnt production) 7}k
J& T PPN $i1 751, Bk 2D Wnt FC A4 19 4346 2 41 5 386 ]
#1#] LRP5/6 5 DVL2 KB A, , B 1K B-catenin 7E il
5N B 7K, $0ill Wnt/B-catenin {5 5 18 B B35 1>,
E B H AR, PPN RIL KT B E 8 TEHHY,
TWP-2 & 2 $ 1] 15 6 40 . 52 MKIN28 (1) 3 58 3T 4% A
1228 ;1 H IWP-2 1@ 1L #1#i1] Wnt/B-catenin 15 5 18 % 1]
B ih M, R i Wnt/B-catenin #E FE [R] (1) 3 1K K P2,
TR IWP 7E B i 8 [m) J6 7 Hh 6 B A 5
3.1.5 Wnt-C59  Wnt-C59 /2 —Fp B 40 e 15
3% T 1 PPN /NG T30 75 o AF R R B, Wint-C59 /]
325 F0 ) e 41 i SGC7901 AT BGCS23 ) 1 5 Al
R BE 7, [ I o] A0 22 31 Wt {5 5 38 B T 97 40 3L K]
Axin2 F1 TCF B RIE KT K. IR0 4RaE , 7F
JE A Jes s A L v, Wnt 388 B 011771 €59 T I 22 0 il
b Jgg 438 5 B R JR 4 B R T2 . H 4R X DKK-LRP
244 (401 771 (DKN/BHQ880) 7F He Al Sz 440988 rh A5 —
SE PRI AR AELLE S A g v v e iR
3.2 A2t B-catenin 4 fF R AZ & 4R E S 489 Wnt il
B&-3p 4 57

Uity 4% 5% 65 ¥ (tankyrase , TNKS) J& T PARP (poly-
ADP-ribos-polymerases) F Jfi , H F il iz - H

il 1 3 A% 39 0 Axin (1) B A FRAR TR 2 & YRR €
P, 38 0 Wt 38 26 78 7 5 A I, 0 TNKS 7] BLE K
Axin [ 2 22 W I F A B-catenin [ B4 fi# , 3100 41 Wnt/p-
catenin 15 5 i }5Y,

32.1 NVP-TNKS656 #1 NVP-XAV939 NVP-
TNKS656 5 NVP-XAV939 ] J& T TNKS 1 il 571 , 7]
AR E Axin B G IA R A W i Fe e vk, (gt
B-catenin [ fF . 1545 B I 40 M S SR 2 vh, Bk
14 FH NVP-TNKS656 5 5 HAth 25 ¥ B A 1697 K I, B
Mg NVP-TNKS656 ¥ ¥7 175 3 1 [ 8 41 A 7 1 b
il 55 2 v T B FoAh 259, H NVP-TNKS656 3
0T BT BT B R Axin 25 R KF S S5 35 0 6] e
JR IG5 . TNKS # 71) NVP-XAV939 1 1] {2 2|
FAL B 285 RO, 5y — TR e R, 5496 R s g (5-
FU)/IiEH (DDP) B B A NVP-XAV939 4b 3 45 17
T 20 il 22 SW480 A1 SW620 J& , Axin 25 [ 1) R ik K-
v, 40 R BB -catenin K P B K . B SR NVP-
XAV939 &b F 5 SW480 F1 SW620 2 fiu frt) I T~ LL 451 I
BB 2 5%, fH NVP-XAV939 1] i 2% #4 /i1 5-FU/DDP i
S SWAS0 4N AR T o BEISHIF FTIE B Wnt 38 #4410
il 7 NVP-XAV939 RE 1% & 3 14 fii 5-FU/DDP i T 1)
AU BB T, H PR A B-catenin A1 Axin ) I8 7K °F, 1M
Axin /& Wnt/B-catenin {5 5 i #% ) 55 B 2H B8 73, 7]
RE B 10 1 468 e 22 25T 2 WO 0 20 T3 15

322 JW55. G244-LM #1 G007-LK JW55.
JW67.JW74.G007-LK i1 G244-LM 7 J& TNKS {1 il
7, 3538 B AR 2 A W Axin B RS S PR
Wt 5 5l . TWS55.JW67 A1 TW74 5 7] $111 ] 45

Jig 98 S5 B0 1Y) Wnt/B-catenin {5 5 38 B, TW5S5.
JW67 7] #i il APC 975 H4 4 H gy Je 4 B (1) Wt 5 5
T TW74 15 45 BV e Mg i s A 2 v mp I 3%
O R A A K, BRI R T, W74 ]
LA 1)K 4 A 20 Y RNA (LINCO01606) (% 5%, i 1
Wnt/B-catenin {5 5 1l 2 H B-catenin (17K , AT 41
B e A M I E R AR 28 RE 7. TNKS #1171 G007-
LK 1 G244-LM 7E A4 &1 35 7% 1 25 H 1 e 40 B & vl
564z [T Wnt/B-catenin {5 5 , F& 3= B2 i BH 7 41 g &)
11, WD SR VR TE B, FE 55 40 P 43 4 S5 % s | APC
AR Y 2 gy e A L 5% 1) AR BY

3.3 P-catenin % & 5 &4 3]

3.3.1 CWP232228 .PKF115-584 f1 PKF118-310
CWP232228 & — Pk # £ TP 4l i #% N B-catenin/
TCF s iGN T3 7). CWP232228 75 A\ 45
W3 4 M HCT 116 Hh 52 300 71) 8 A4 At 2 1% &40 2 2 1
. CWP232228 [ 75 T 45 B W 40 LA 1 4b , 16 %
fI% 7 48 M A7 3% 2k DR (48 i J8 3 22 5 D2 D3 A1 Sur-
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vivin) )R , 1 e 5 DR 7E 41 9 TR0 41 i R
HORER EE/EH . A, CWP232228 if RE 1 il
Fh A% 25 T W i 20 PRLCE /DN BRUAR Y 2B K o I 922 HIE
B, CWP232228 F Eilid i 5 A\ 45 i e 40 M 75 4R
A0 R TR G2/M 2 i ) SR B3 R R s OR R L
FrRE « IR BF 7R IR , CWP232228 Rl it [%
e 1 240 i 1 1 BB e 7, 0 e 1 2 A
1% . PKF115-584 Al PKF118-310 ¥y 7] i id 41 B-
catenin/TCF % 5% & A V) BTV RA ) 45 B 96 40 B 1)
R,
3.3.2 NCB-0846 7 LF3 NCB-0846 & — Fft [ filz
/N 43 TNIK (Traf2-and Nck-interacting kinase) 1)) ]
7|, TNIK J& B-catenin/ TCF-4 % 3% 5 &4 () 85 B 7
B TR S Y A R S R P RS FE R S ) A
H1, NCB-0846 ¥ H A 1235 P08 RUREY . NCB-0846
AU AR Wit #8235 [ AXIN2 FIMYC 8k, I8 7] F
i Wnt i# #% 52 44 LRP5 1 LRP6 [ /K FCS, LF3 33
i L B 42 T4 B-catenin/TCF-4 %5 5% 52 4 W (1) 35 14 410
L Wit {5 S8 B . 7545 M 7 B RS AR A
LF3 5 7] S ARt 1 4 o) e 1) AR K IR 3 4k, s
LF3 7£ Wnt/B-catenin 1 i V4 3 iE H B — & MR IT
RREN,
3.3.3 ICG-001 #7 PRI-724  ICG-001 AJ e F5 % () 410
1 41 0 #% b B-catenin 5 CBP [ AH ELAE T, BRAR AL %
B ARG, AP0 Wat #EIE R R E . 1CG-
001 4 15 VR A I AT 4101461 225 B e A B ) A G, ELK 45
L I e 4 A R 1) S P RS LIRS A B R R A
FE 5 JE0S R I T 0 HE A PR JH a0 R JE A e e
ICG-001 3 7] i i #1141 B-catenin #% 5t 5 &4 CBP H)
MR IEPURIIRE . PRI-724 /276 ICG-001 LAt E 22
AR AL S5 1 55 A B-catenin/CBP $5 #1727 T 24
ViR 2 2t AR T Im R ¥4 . PRI-724 1£ 20 {51 I
B g BB R 3R AT I T3 PR 56 2 s AT 457
(B VERRAE , e 8 451 8 5 3 17 B2 € (40%) , To it
AT AEAE RN 24 F 5 RN ’RBEA R PR A0 LR
ALV BT B RR B IR R L R =
(NCTO01764477)%,  H 1 7£ 5 % 1 45 B s B
18 A DUA% Bk 5371 (bevacizumab) 5 PRI-724 Bk & V69T
(%) 11 R 58 1 AE 2R 47 H (NCT02413853)1,
3.4 Htb

AR, R IR B TR 97 H A () — 26 24
YIH % B AT T4 Wat/B-catenin {5 5 18 i , K A 224
Vi) 22 4t AR e R B R A5 B 56, HAE VR T
Wnt/B-catenin # i PEREIE H BAA B E N SRR
(sulindac) « Z& 3K & fii (celecoxib) 25 A T 1697 28 XIE
PEICHT 2 B AR S R B PT R 24, 75 25 B W e b vl aE it

200 Wt {5 508 B R FEPURAE Y E NP4
HZGW ) S AE N Z (niclosamide) , 75 45 B 798 A nl il
f BH W7 Frizzled 52 14 5 Wnt Bt A2 (1) 45 & 1 470 1) i Jeg
K IR E (pimozide) = 18 7 #5 #9%
RO [ 1 e 4, i BT TR s AR B B g A H
W AT 8 1 Wnt/B -catenin 15 5 a8 B 400 1 iR 9 AR
KBS, AR A JE 1R (ethacrynic acid) A& M T 1l R Y
— BRI SR 5 S B AE T e o 3d i 49 1) B-catenin/
LEF-1 # % S GV RS K EPUR . NS %
1 Rg3 45 #2575 ] @ i Wnt/B-catenin 15 5 18 4% )
1) 15 e 200 L P 18 B 5 R0

4 & &

Wnt/B-catenin {5 5 18 #% ) & |2 A7 AL T L 3E
TH A 2R G AE N B b v, G AE iR AR A o o R
v R TR A BB R Wint/B-catenin {5 5 il %
() /N G5 - $0 0 R0 AE iR v o7 v B R G B R A
. Wnt/B-catenin {5 5 18 B 45 F AL il FIEE 55 A 4R 7%
XT3 AL /Ny - 0 BRI R — e R E R, — 2
FH 36 77 HAR 595 11 245 W)t 6 Wnt/B-catenin {5 5 1
% F A AN FFE BE A HIE B 5 X A Wt/B-catenin 5 5
T8 B RO M RE IR T R AL ORI R RS . (ERER
/2 , Wnt/B-catenin {5 5 i B 7 4 51 20 o 45 14 A 242
I H HA P W EE HER M A, JH Wot/B-
catenin {5 5 il % 5| EAUA T e R A B ZM . Wnt/
B-catenin {5 5 1M B4 2 5 BUE AL 7340 PR 42 R B RN i
By 2R WA 2 AR I AR S BB Wnt {5 538 2% 7] Re
22 g MM T PR AT M O R RS A R
AR A, K I, 75 Wnt/B-catenin {5 5 18 B4 )
3508 T I R A, R I % b L AT R S R R
Wt 2% LT A 5 M 155 AR )2 D e ) B A, 38 G DR P
bR 368 B T Ui RS T S LA D RE R

[& % 3 #]
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