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Research progress on regulating Wnt/p-catenin signaling pathway
in the treatment of ovarian cancer using traditional
Chinese medicine*
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Abstract: Ovarian cancer is one of the leading causes of mortality among all gynecological malignancies,
with epithelial ovarian cancer accounting for 80%-90% of all ovarian malignancies. The Wnt/p -catenin signaling
pathway plays a crucial role in tumorigenesis, recurrence, metastasis, drug resistance, and the maintenance of tumor
stemness. Aberrant activation of the Wnt/B-catenin signaling pathway can promote ovarian cancer cell proliferation,
migration, and invasion, and induce drug resistance. Traditional Chinese medicine (TCM) has demonstrated
significant advantages in the treatment of ovarian cancer by regulating the Wnt/B-catenin signaling pathway through
multiple targets and pathways. TCM-derived compounds such as phenols, terpenes, ketones, alkaloids, and saponins,
as well as TCM formulas such as Fuzheng Kangai Decoction and Lichong Decoction, can inhibit cancer cell
proliferation and migration, enhance sensitivity to chemotherapeutic drugs, and delay pathological progression in

ovarian cancer. This article reviews studies on TCM treatment of ovarian cancer through modulation of the Wnt/p
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-catenin signaling pathway, aiming to provide insights for new drug development and clinical application in ovarian

cancer.

Keywords: ovarian cancer; Wnt/B-catenin signaling pathway; traditional Chinese medicine

Ul 9% (ovarian cancer, OC) & iF & 0B E Mk
i 98 e AL R B e B, Ax i AR 2 W HE 2
314 000 i OC B A 41, 4115 £ 207 000 41 5L T~
B, Bz PEBP 9 (epithelial ovarian cancer, EOC)
o BT A 1 LR R 1 80% ~ 90%!" . EOC 43K 5 Fl
AU b [A) A S 8D - R 2 R e 0 ) R 9
(low/high—grade serous ovarian cancer, LGSC/HGSC) .
ROUNE IR L R N TR R B A0 R, ok
HGSC 2 fg i WA B Ar B 2L E AL, OC BB Y
P e T K2 e L 3 S R TR DIBR A4 BHA
S, 24 Mk, R OCIRYr kR IV, HaA
A AR R R RS . OC LB B B i R 2R B
Tl sl AR A S PR RE AR, O L T O B A R TR AL
fdi A5 530 fk 12/ b B B AT PR OvE P Y T S 2
MRS W IR R A o A, R I RS R B
OC FL I 52 A5 7 I 07 A 1) BH PR AR A A, itk —20
BHAS T R BEE HAETRARTT AL TR 4
KA QT 7 1 KA R AR b K & LT
RAEBRSIFEAR, B2 A m 251 . 367 M
BYER OCIRIT I — kiR, SEOCH % H Kk,
JRESZ TR E R, B, BB RR
I B RN T R AT 2800 T AR 2 W AT 98 2 e IR T 24
P K 20 1 5 Y R

JC 3 B MMTV % & i #1 K % (wingless—type
MMTV integration site family, Wnt) 15 IR & B4R
0 JC 48 B K] Wingless I FL2h ) 19 INT1 BE A 2 )5 o
Wit 5 5 B 45 VF 2 B SR B B AR, R

KE MM RAE MOEAE A K EF . &

ML A0 Wnt il 5, WK Wot/ B —catenin il [, ¥ &
B —catenin HY 4% & {57 Fl 38 £ T 4 H P& /9K L2 240 fifg 1
[ SIS IS
factor, TCF/LEF) 4% 53¢ [N ¥ 3 G 0 3L N, il 1 [ 4>
WA/ 55 43 W T3 5 e 2 L A Wint T A 55 B8 2 1R 445 5 i
PWOs WO e Wnt i #%175 5 B —catenin B FRSE 1R I
R R, BAAEIES S 905 5
FET o A3 AR AT AH OC B JE R 3R 3R, iy Al 48
() Wt 380 3 915 40 M AR P RS, P S e R
FCAH B P R 2% LAY Wnt/B —catenin {Z538

(T-cell factor/lymphoid enhancer—binding

% 5 3 S A ) T R S B ) BTG A2 Ky (peroxisome
proliferator—activated receptor gamma, PPAR'Y) 2 [ &
PR B 4SBT H S m W RO R, X O R ATJE AL
AGPETRIN, AHEAEE, DT IR 58 AE S 4k
N, Wt/ —catenin B A2 FL 4G 4 > R B s 4 Ak
5o WA B, AL R Be Az v Be . A0 LA
TEZH W EHAA S, A Wnda, Watl Al
Wnt10b 55 ;4 i I8 B 2 240 % Frizzled (F¢ 514 L
i 5 52 AK Frizzled 2 H) R A T BT 10y 5 I8 52
TR, 7 AR R, TR B A AR A G
I 5/6 /& Wnts Y SE 52 08 0 AR B A B 3 2240 45
B —catenin . DVL . ¥¥ i & B ¥ B -38 (glycogen
synthase kinase-3B, GSK-3B) . AXIN. APC 1 &
%W 1 (casein kinase 1, CK1) . BB EHEH G455
1 2 40 il #% 1Y B —catenin . TCF/LEF % J& i 52 &
B—catenin FUFMIFLA, WERFSEEHE (matrix
metalloproteinases, MMPs) A1 Ji 5 3 K c—MycwO
Wnt/B—catenin 5 5 il B 7EMIE KA . Rk #F% .
i 245 F R T dE R iR E B R EEAEM .
R Ir KA AR, A N B A (e—Myc 1
20 1 DY) SRk O A R iR 1 B
22, A0 A K AR P PR A e T . 2R
(15 5 38 % 02 TR E T 48 AR P A L 4 i G B R
¥, ERZHUE T, Wat/B—catenin {5 51l KB
RS o Wt 5 5 1Y S 5 0TS 4038 I ZE R
T4 (cancer stem cell, CSCs) FE . 3458 DNA $ii 15
52 | i ke s T S8 P R A O e 0, R A
X ZRIGS T OT ke A 2 PR

1 Wnt50C
1.1 YpER5EZE

i 55 240 0 A e A% AR 2% O ik Aoy figk R ) M RS
OC JBH A7 AL . MR, EZIFN T W E
AREF R 1Tz R 2 . EOC 2 T BURAESL T
(0 UL, e B8 I 4 7E BOC (1) 2 i rh 3t i
FAre, HEEREBE I om . AR E . miT R4l Al
(high-mobility group AT-hook 1, HMGA1) | ¥ Wnt
Wl H Z R B £k, 15 Wnt/B —catenin 3 15

.62 -



%4 181

TF, & PR WnyB—catenin {5 5B BAE N SURIRIT THRIBTSCIE R

Ktz Hy i, 8 o5 OF 5L iR P B A= 2% RO A% RE
JIP BF5E K B WntTa 78 51 58 M i vh R iR gk,
{EAEIE K B0 B AN, I H Wni7a m] L% i 240 i
S3%L, WntTa SRS i A0 M7 IR A A A 0 L (2R
FIRE BIOR 2 AT 1T Wnt7a 3 36 35 0% OC 4 g
Hh 7 Wnt/B —catenin {5 5 38 R R 2R KR
e, b P2 18] ST B % 4k (epithelial-mesenchymal
transition, EMT) 2 i #F 95 AE 5% 5% 1 8 2240 TPl 2
—o TEEMT Wyt bR ANk % b RCFAE,
Hh R IE) S PR AR, S EeAn M A ARk e, BT
FEPEFIR 281, 175 T 0 A0 B 1Y s 3l AR 22 4 .
EMT 7] fy 2 Ff {5 538 B 51 %, 245 Wnt/B —catenin
R, HAS 5 5 S EOE R AR A AR
JBER A, SRR E 1Y B—catenin Bl A 1 A A7
HHME NP E S YA T GSK-38 RWIAE S
Yy fA% 0 O, 5 TT W R 1k B —catenin, X JE H AR
P T A 6 A Y e TR 25 17 o GSK=3 B 19 1T P i i L 2
T H: Ser9 B AL BEIR IR . OC I 22 SRR/ 55 2
TR s (serine/threonine protein kinase, Akt) 4 ¥iG 7]
AE 5 B GSK-3B ¥ 1% , fih & Wnt/B —catenin 5 5 il
B WS R, WMShEAMKCER 23 E 5T
FE£ 1B (actin related protein 2/3 complex subunit 1B,
ARPCIB) 24wy A2 Arp23 EAE SR 740
$Z—, ARPCIB i ik fe ¥t 1T OC 40 Jil i 3 5 |
TR MR8, MK ARPCIB A A B R0R . Ik
&b, ARPCIB 3R ik 7] LL ¥ i Wnt/B —catenin {55 5 i
%, %457 B-catenin I ] 5] XAV-939 J5 A LLidi 5% OC
Hoy R 9 ARPCIB 52 i o M ok F20 AF 58 3R
B, & A = 7 BL)F 19 46 (tripartite motif—containing 46,
TRIM46) 7E H OC 2 Jifd 3 i) B g4 il (0C-MQ)
RV ZRAF R IR AL FR ) OC i rh 3% B . (W)
i} 55 7K TRIM46 [ ¥4 Wnt/B —catenin 5 515 5, il
i3 B - B H IR E S YR, (2 -
catenin [ £ & FTG , DA AK 3 EMT AH OC 2 A &
SE i b bR i R e G
1.2 ESm

EOC /2 5C % fi i Y I RHESAE 2 — , AI7 T
251 G HERL 22— J2 A0 20 B R T, R A ek
L VS A0 A BIL T O K 52 1 A 5 A0 U R RO )
A ) 70 22 18] A AR B AR 25 52 i A0 97 375 5 1 4 i
B, S ECNAE SRR AR YT T 25 . EOC

microRNA (miRNA) T ik, & 02 vF g if
& . B FALIT I 2 . 2 Bl miRNA 78 X Ak 57 B0
FN 25 19 EOC H 2 K 4 i R Z [l A 25 7 Rk,
miRNA #4245 15 7] 18 11 Wnt/B —catenin 18 & H 1) - iF
BN W RON T, W TR M, AR AT i 2
miR-197, miR-1180., miR-92a BEHS BT Wnt {55,
P& 5 B—catenin {G 1, MG A LIS R A2 . A
EIRITI 5 ME . BRMEEOC FEA 4R AL 4
B | BHZRTH 25 Y | FRRER PR RV Y, S5 3 b
BA AR L BE A A7 g 251 o Ak 2 g 25 1%ty 2 %
SN ALH K S, ALHE ISR A DNA BB . 259
ShHE. BT EkIR b R 1E] S B Ak AR IE T 41
R AN 3k 2 38 Y Y A% 0 2 G BT 5 K 1Y 2k
A% A A R AL 3-8 Ak FL 3 ) TR N R
WEA ., 225 AE A T -xB. Wnt/
B —catenin 55 . X B8 IR A8 AR A E A AE B I AR 5
%5, &5 WM (tumor microenvironment,
TME) AHEAEH], # Bkt fiepr o, i —
A 38 S 25 PN 2 B R R R KB (ubiquitin
specific protease, USP) (1) 5 & i 4% 5 [ i2F & %% 1)
AAOG o MU 24 £ 35 i Jeg 20 4 (1) USP43 M 4 36
£ LA 2 (histone deacetylase 2, HDAC2) =
ik, MAESCRAFSL, USP43 P& MK EOC 41 A 4 4L
JENE, USP43 i ik i i B—catenin [1] 41 1% RN
D30, BTG Wnt/B —catenin {5 53 4, i/l HDAC2
o WX — %, Wnt/B —catenin 1 5] 1CG-001 F1
IR A 4k 38 e B RE A% K 2 A B 42 O T AR
$L 7% USP43 18 1 #03% HDAC2 9 Wnt/B —catenin {5 &
O, DT B IR EOC 2 A X T 4T A 50 Js Y
YTH N6- H 5 i 1 RNA 45 & &H 11 1 (YTH N6-
methyladenosine RNA binding protein F1, YTHDF1) -
HMKZRT (Frizaled-7, FZD7) i i 845 Wnt/
B —catenin {5 5 38 #% , 7E 1 it 25 ke OC B AR .
A 22 2y B S E BIE, Miao SEIFSE KR
YTHDF1 F1 FZD7 22 [a] i) A1 B A FH AR 25 1 i 245 4 5
FEDA B 3k, DT 1 581 i 96 200 M X8 I ) TS 24
P, DUEK YTHDF1 AJ 3 B AR FZD7 #y ik, 4 i
O O AT 24 A0 DG B B Y R G, T
i 52 987 210 B X ISR 1 ek
1.3  YPiEsE S5 EE R

B 2 9 0 R RN JE Y H A L Ay, E
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TSI A A0 S G EE 1 o A R R B PR U
i e e Ji 1) LA A0 TR 5 21 Ak S 0 VA R T R E
A0 B AE I RGBS A OC, O TR
WEFEARE Sy, A0 L E o 2 A R AR U AR
“TCTARS RN S 4R T W 204k 0 20 L T AR HE Lk
A B0 A A W R A O A R L i O 22 K o 4 i
WO AR 8 AT S0 T i o e e A i v, A
b BV, A0 M A g R, R S R A
WS TR B2 HE R FNZRL A, Ml I8 fige Ay i 9o 400 434
B 4 b 8 10 i B AR b A, B R A1 N R
JoT RS R A5 A2 ) R o3 1 B UM 5 i, A5 2 A
U R E AR L PR AR A A 8 KT B R
I A L PR R A L A0 MRS AT TME Sk g i i g
Ao Wt 1 Z OB B R B RO B 5%, RUARFLRRG
AlFA, NEIRRE . S 2 (hexokinase 2,
HK2) AECP20 . Wne 38 4o 9 15 a4 T 40 i 10 £ D g
3 AR AR RS2 OC 1% F JF AT 24 M 5 i 4
JHL 70 T e 6 A0 3 B L AT T 24 0 A B 1Y) i A
BE 5 OC 20 M 2 b 88 N /N AR 2 20, ) A3k iy
TME #9722 A6 3 7 4007 s VEAE FT TR 4736 ™. 78 Fan
SR R Rk B, N B AR R R T
(endothelial cell-specific molecule 1, ESM1) W] i@ o 3%
R ORE NG ME W OB A % MR B 1
desaturasel, SCD1) % 7% Wnt/ —catenin EE5Es,
ATTTT BIR 2 A 5 400 i) FOODUEA TN 25, i FLR A T 1
We, X OC 4 M g ESMIT HL A &3 g AR,
FWHFLRE S ESMI-SCD1 Hh i 7% Wnt/B —catenin {55
S e, A HI TR CDS'T 40 i SRR 40 M BRIk T 41
Jijal (Cytotoxichymphocytes, CTLs) [ hi, FHiES 0C
R IAATE 25 . WF5E &3, 7E AN OC 2P il 45 3
HK2 F IR 3400 s HK2 J2 A7 4800 B i 1 S BEA o,
HK2 o 2 ik ] 3 5k A B 315 41 i &2 OVCA433 Al
SKOV3 B 38 B 315 1 e i 2B K fiE 7, I HOHK2 7]
L)L i Wnt/B —catenin {5 5 3 #1755 OC 4 ffd rh -
Myc Fl G1/S- e 5 5 B -Dl (G1/S—specific
cyclin-D1, Cyclin D1) ik, ML 3 40 H 3 58 Fi
i I B2, AR 4 RNA, R HE IR RNA (eire
RNA) 7 3 %5 Wnt/B —catenin 5 5 i % i) 5C 4 11
. 41 cire RNA (3 £ 3K 5 B —catenin [ J#LTE A
O, DT Y SR bR A B RG BE . 4 22 IR T T
2P,

(stearoyl-CoA

2 HZEBKE T E Wnt/g—catenin 1§ S
g E OC

[HES =L
ZWERE-MNZEHY PR ZEH, B
APUIIE BT R FIBL A AL B SE 2 R 2 BEAE
F 5% & B 22 5 R 0 o FE % 5 DNA H A A ¢,
g W B G #h A ¢ B 1 (secreted frizzled-related
proteins, sFRP) YE & Wnt/ B —catenin 1 TN T,
BV RO B CHEME ] . SFRPS Ja 8+ 19 it
FEAAE R E T O BR R AL, SR T 245 M A1 OC & {4
FENGFEAAOC, SFRPS A 3R IA 24 Wt 15 5 S/ B
S AN A G o 22 F W R I DNA H L EG S il
TG P N AR 1 28 R B IK DNA B 324k, 2035 SFRPS
Fik, FFI0H Wnt/B —catenin 3 #% , 3% 0C®, [
BPTREAE RN — T KRR Z B A& W, AE S0 R AR
Koo BE R TR R 98 40 A B 0R T4 O T HL A B E
BRI J), REA%IE i 22 R X e R 20 .
RiCO oY A IR B A R e v BE ARG i, X OC 4t
JHLF A o) 4 P R, AR T SRR AR,
HEAHE Y [R]E E 2E R Wit/ B —catenin 3 [ 1)
il 7] XAV939 figfi% 5 5 OC 41 g i i T, I HLad it
7%l Wnt/B —catenin {5 7 il B 8 [ W Rk, X
SKOV3 4t ey A 4 il 4 F o
2.2 WERKEW

il A0 G W 2 TR A T v B I AR SE ALY
O THE W A A W e 22 e A0 ik b B R A
MPTIRRE T . BRSPS A SR R B,
INTHENTERE (Triptolide, TPT) 2 B—catenin 317 i 7] 4b
H S (1 SKOV-3 4l il A7 35 % . A8 R I B Wi Fe A1
Wnt., [ -—catenin, TCF-1. Cyelin DI,
MMP-7 25 11 &% mRNA [y 3R 35 7K F- 35 B 1 A%, 42
715 TPT A 38 5 410 ) Wt/ B —catenin {55 38 A 5C 25 H
23k, PEMIHME SKOV-3 41 it %% . ¥ &5 BE s
NEERNAEY, BRYUETE S, §HE R LI
AT LA 3 0 T i P g 6 . R & B,
AN TR e 2 7 SRR A BE 3 R OC i HE 5 . 1B
MiRZE, (R oca M r-&EA
Bel-2 2% Fl, A T-HE A Bx £ E Fil,
Wnt/ —catenin 18 % #H JC 2 [1 B—catenin . T 4 it A+
(T cell factor, TCF) -4, c¢-Myc, Cyclin DI # ik
JH L 2B BRI 1T RE 38 0 ] Wat/B —catenin {5

2.1

c—Mye |
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T, A P EZIRAE Wnt/B—catenin {75 53 B AE R U AT P W IFST 1F e

SRS T, AR OC 4R FET P
2.3 MEKEW

BAEAAWNEH . mATE . KBTI,
FEETREFERAYNT, NGRS E AT R
G500 5405 38 HL A AP R B . F ST R B,
Wnt/B—catenin 5 5 18 4 19 7 i PR Ik B R 4 58 7 245
A A 1. TCF-1 FlE i AH OC FE K e~Mye 1 Rk 7K
VW FETE (Leariin, ICA) 2549 B2 18 FH 5 Thi
A% ; ICA 3@ 3 b ¥4 miR—1-3p (1 3¢ 35 8 91 ] miR-
1-3p Y8 2R 11 v 44 3R 45 i 2 3R 38 FIBH 1B B —catenin
A%, T H Wnt/B —catenin 15 518 % (49 1% 5%
P, 5 LA ) 20 8 A AR P TR OR R R
(Brazilin, BZ) 1E 20 & i fie b 45 19 &5 55 5 T 25 1k
W, BABUME . PuEfk . M. s ks
T £ 0 ok 1 5 22 o 2 BRE PER . BT R R PR
B, BZBEF T Bax 1Y ik i LA M FEAIL Bel-2 1Y K ik
W, R BZ BN A S SKOV3 4 M & A T
c—Myc Fil Cyclin D1 A 1 F I, 4R EPE I8 K
A I SKOV3 4 i i3 58 . B8 . (228 A EMT,
IEE S T, AR AL S 0% Wot/B—catenin
ERe LT EEP
2.4 s

F 52 K B 30 5 B2 1k AR 40 E S A 9 e LA
BENZ T, R TR, 3R iR £ 2t 25 HK T,
U R, DU S DI, X E R B o T
Wnt/B —catenin {55 5 i i & I ] Bax/Bel-2 i £ ik,
{2 iE SKOV3 4l a1, Ml . T8 5R%E,
FERE 4 M B ZE S H, SE I R R E Y
SR T AW S E UMM EEE S S, A
AP . IS ZMABEMN . HSMT
KR E PR 125, A2 EH4KFE, 2L
B HE £ . OC 4 B34 5 % . Bel-2. P53 25 [ AHXT
Fik i M GSK3B . B—catenin & THEAI 4, Bax & 11
X F AR . OC M P TR\ TAORI 4L, 35260
H AL GO/GL I W 5 4 e, G2/M 91 ] I S 4K
Wi 2 i 3 10 ) Wt/ B —catenin {5 5 38 % 09 1% 1
ST e ok O B I i 0 I (B
FLJAT, SR ENATT OC ROERD .
25 BEEUEY

i C21 8 & B AF  (marsdenia tenacissima
C21 steroid saponin, MTC21) S 5 i H i) = ZEARK

BLAF o MTC2LA . Hr o & R i 4140 (Cisplatin,
DDP) Xf SKOV3/DDP 4l i i) > %5 40 i) v Ji2 {8 19 1%
THALZ, MTC21 & 5] 2 A P T3 Fh s, Wt
Fl B—catenin mRNA J¢ R IR IAHEFEL . MTC21 7] fig
i 33 101 il Wit/ B —catenin 38 38 il OC 40 i % 1637 1Y
MU, A SR T T O R ZE B A T
PREE . AR XBRWE . BOR IR SF DIAL, ATIR YT A
W AOR . BT . RO AR, TR M
0 i) 2 ol i 9RE A 2 B O E A B T .
1% 52 FF  (tupisira chinensis baker, STCB) b B 44
OC 4 B 3G 7 A AP T2 . GG WLl . 241
ok IR B 1l 3 A 9 R KO BT . [FIAE, Ki-
67. 4 ML JE W1 1 D1, B —catenin £l c—Myc 1) ik
B EREAL . F20H STCB il 4 11 il Wnt/B —catenin i %
P55 GG, AP, 4 40 M3 5, £ i oC 41 i
T,
26 HMEW

21 6 S 50 F S5 58 5 E T LA OC 41 i 1 1
B . ERARZE, SRS T SR
W 5% B 2% b 3 S 00 A0 WA R AT LA i 24 o e 9 /D B
f fEE AR K, Ki67. CD163. CD206 Fil GAL3 234 1]
R, TR B 5 2 AT L AR IR A I 4k o 2 LA
LR -3 &, HEIT ] A2 4K 06 40 i B —catenin
(RGN, Je 200 ) 5 s 44 e 1) M2 B AL, R 9%
PR A FHRO, 38 O AR A1 BE 5% SKOV3 4L, K&
H B 25 R A T SKOV3 41 i J5 % 30 2 W B2 &= 40
il 95 A M G A, FEARZORL IR B AL, 15 A Al
MO T, FhE Bax (KK, I Bel-2 8 1 %
KK, A B—catenin A F TR KFDT, TR L
WF 5T K B0, AN [) ¥ 3 ) L 2 2 22 0 Ak 3N 09 98
OVCARS 4H )5, 40 B AFIE 2 i 5 Ak, AR AR
T B S B0 M AR 1 J B 3D 45 SR e B 0L 2 g 2 pE
TR A 8 B ARG OC 20 M s e gk, ) i R AR A%
B—catenin } c—Myc ik /K-, KU 1L ZE 4k 2 05 n] g
i 3 40 Wit/ B—catenin 553 #% & ¥ HAUmAE T

3 wz5E 77iE T iH4= Wnt/B—catenin 5 &
1# & OC

KIEHUEZ
ORI, BRIESUE 17 T LA R A2780 B
B AN A, Ak A2780 U LG AN MUY T, HRIE

3.1
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2 SR\

Uo7 A SO S R A DL B RRERCR , ik
JE R IEAROG; R IEDURE 17 5 W JE T 4 B —catenin Fl
e~Myc B IR IK, UL HE IE P 7 106l OC 41 i 3
s = N i ] I T L B Wnt/B —catenin E53
A
3.2 iz

JAER R B, SRR L, By T
Jei /N BB 8 B T, MR e A E BRI, H
RUAH b, B wp v 1 W5 MhoJs 4 20 GSK-3B..
CD4 % M K GSK-3BmRNA 1) 2 ik FF 5, Wni-1,
MMP-9 % 4 J% Wni-1, B-catenin, X3k & p3 mRNA
FIKFEAL, CDS'THIMA 13RIA W ETH S, B
B RIAREAC . RV 7 B A T OC 14778 /N B
g A K B VR, T AR 5 TS Wnt/B —catenin {5 5

—catenin

A
4 B

Wnt/ —catenin {55 5 i 75 OC B9 & 4= . K e Al
i 24 v R R O SR T, 490 o e e e T S
MR IS . TR . R K k. R AR A AT
B 5R2E . AN AE . 25 1E OC By & i A v ke
@JE%VEFH, S 25 1R IR T A I RE 8 58 0 K
e, W2 A ZBREN T, AR
R Wnt/B—cateninT%%ﬁ%, #E T 5 W OC 1Y 2k
FEo ARLHRKI, heirafkmm. 2. EY
2L L3 AL A W AN ACRE 10 A 8 2 i
AN FE IR 28, I RES S 40 I  H A DU 25 1
w24 52 5 W R R SR T MR AOCR . AT AR R 25 7 OC
MR BACR W3, (HAT A AR — U5 2 U 1 )
i ﬁﬂFPéﬁ£ﬁf¢ﬂ@§iﬁ$fﬁfﬁ$ﬂﬁﬂlﬁHﬁﬁ%ﬁifﬁﬁ%ﬂi
A B B S s hEAE T 2R
%,Mﬁﬁﬂﬁﬁﬁﬁﬁ%&%@ﬂﬁﬁﬁ%ﬁ
WIRAMIGE: IR ZET T LRI, =
I PR B AL B, AFAE — 8 g BRAE . BRI TE 4 5 Y
W, RS A BT A 1= 25 X5 Wnt/B —catenin {3
O B AL, LA RS o 25 RS AR
ISP PR Y A o [, NI R IR S 24 HE )
YT, A FIT R Im R BEAL AT B, sk 2 v
Il PRAFFEUESE 25 WA Rt 9 OC TR e it R £
JUIIERAE
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