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Regulation of the Wnt signaling pathway on cell proliferation
ZHANG Ning-Fang, GAO Peng-Fei, CHENG Zhi-Min, LE Bao-Yu, GUO Xiao-Hong,
LI Bu-Gao, CAO Guo-Qing*

(College of Animal Science and Veterinary Medicine, Shanxi Agricultural University, Taigu 030801, China)

Abstract: Wnt signaling pathway is evolutionarily conserved, and has multiple biological functions during animal
growth and development, and metabolic balance regulation. Cell proliferation is the base of genetics, growth and
development. Previous studies demonstrate that alteration of Wnt signaling component either enhance or inhibit cell
proliferation. In this review, the composition and regulation mechanisms of Wnt signaling pathway were

summarized, and its effect on cell proliferation was reviewed. Additionally, possibility for developing new drugs

targeted Wnt signaling pathway for cancer treatment was discussed.
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Wt {5 5 38 # A 5 20 8 3 9 Wat 1 15 4,
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WAL SECAL G IRAREERZ AR BT rfE 5 1%
18 BT LS SRR AR 7y . Wnt 5 5l BE 2 — R AE
BEA R R AR ST M5 S g, BV 2 240 i A Ak 2
Foft R 2R A RE R, 238 475 mT LA 2URGRA 0 R 421 E
Wt 8 AE L A 2 R p #O A AR,
FeBIHUALIRI AR R AR AR T4

1 Wnt{5SERAYEM

Wt FERF) R L2 B 7T Wt 5 5 18 B 1) B Al o
Wnt 3% Rl /& wingless & R Fll int] J5 95 3% R /) & FR,
Ho it wingless K2R T 1973 4EAF b JE g & & 0 7%
RO, HAZIEN S inel B BA [FJEVE,
1M int] K& R 2 1982 4 7E /) 53183 s 2 48 A r

FIRIEFE FR A R B E A 44 1 P BEE 6T Wnt 38 B HIF 7T
FIINER, ZIEES R A EONTEE, K
BFEF Sy - Wit 2K A Wit (5 Sl AH S E A
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Wit 8 2 HH War 55 i 1 —Fh o WA B B 2
H, Bo¥mamy, e—MaERTrnEg. 3
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FACFIAF R A SEAE M fS . Wit 8 FL O — R s
ANERIEE S, Bl SN2 E KEE-. 1
HN—ME T, Wnt EEEESAFEZEME G RE
R B 53 WA G 2 55 70 W i
1.2 WitlESEBHEXER

Wt {5 538 B () AH OC 8 1 2 AHE - MR
I (B-catenin), Wnt HH 24k, #FELEA. HEA.
48 M Wy 1 S5 PR B RO DR B 3B S AR

B-catenin /& Wnt i@ (% Lol ¥, gafidizik
R AL T NGt ik 3p21-22, H—H &5/ H
F5 N K, A EE XA C Kim. Hd, N Kig
50 A B 3B B R AL A s A T C
A3 i) Arm-repeats [X 45 1] 15 %% 5% Kl - TCF/LEF %X
% (T cell factor/lymphoid enhancer factor, TCF/LEF)
SRS TR, WS TR T

Wnt 55 H 280 & 2R G i 55 [ (frizzled, Fzd/
Frz) FIIL % 5 R & 2 AR A R BE 11 5/6 (low density
lipoprotein receptor related protein, LRP5/6). %2 {&
Fzd B —MEREAY, ZREEEED 104
R WG EE, Fzd EAREE &L MER T
AR SF ISR SE & [X (cysteine rich domain, CRD),
ZIXIEHOE Fzd B2 5 Wat SR AMSE S 6. /BN
AR Fzd A S5ERELARR Wit SRESE G5, B
TEANM G S IE R, B R R Rk . BeAt,
LRP5 & 78 % LI 30 25 11 o % 95 3 21
TEH

HUEL 2L (dishevelled, DSH/Dv]) J& T —Fh il 3¢
wH, EHRFZRE, ZEAH 670 N EERR
M, FEOE 3 AEERTIIXE, BN G DIX
[X. #i[d) PDZ [X LA K% C 3 DEP X ™, HUELE A M
FEAEHIIE T B-catenin 25 HFEM#, il B-catenin
Reg CEA M iR AR S, DT BB ik N 248 i ez 10 42 L i
PRl ) 2k

i H (axin scaffolding protein, Axin) f&—F 37
BEH. KM, ZEASK 862 MR,
N 3 4 RGS 45 #3K, C iy DIX &5 ¥4k, b A74E
—A> GSK3 Wl 4h A i ' B (7E RGS &5
Py tH LA B SCRAR AT BE 22 3 Wnt {55 K11

5 iy i 983 1% )5 A B 1 (adenomatous polyposis
coli, APC) /2 Wnt Il S H . ANKIME
fa it BRI A EE 2 844 NEIEEMR, & —
X3 F A 300 kDa [ K4 72 45 IEH. N
Ui e FH 22 2 TR MR i@ 4 S8 T 1 1Y) B R g — SR A4, C g
serfAs X Mo fE Sy Wnt 38 2 P i 5 B Sy, fE4T

MLE 55 e

B 5 & R B 1 3P (glycogen synthase kinase
3B, GSK3B) & — M2 A% / HE R E N, O
3R, N um S — AN R B- #AREE ) ; C
Uity B HE PR T B G M — AN A Rk 5 C AT
N iy 2 [H AR AL AL S5 A3, B3 ATP 45 5 fir i 12

M 5 1% ¥ (casein kinase 1, CK1) ) &= EAE
H /&5 Axin, APC. GSK3B &5 & MMiE 54,
YEH T B-catenin [¥] Serd5 {7 s J-4 Hkig b, < J5
GSK-3p i3t — ¥ B-catenin [ Thr41, Ser37. Ser33
PRk, Sl B-catenin [ AR 1.

FH# &% 5 B-Trep (B-transducin repeats-containing
proteins, B-Trep) & — Ml E H, H Slimb 3
R fd, 05 569 MEILER, X2 T RN 60
kDa, /& SCF (skpl-cullinl-f-box) B3> % i 4 i
E3 [f) R B 20 5y« B-Trep 1) N A uifi & 42~48 N4
FPR ) F-box JF7, 117515 Skpl S HAMTAEH 5 C
K& A 74 WD40 EEFPF, TR 45 Gk
SR E A M, £ Wnt BT, ZE AR
AR IR AL /Y B-catenin, /T HZ KAk, SEmkE
fi#t B-catenin.

TCF/LEF & — 28 H A3 X [n] i 15 T e (1) %% 5%
T, 5 Groucho 4 & v 4 fil] 8 K K B 5%, T
B-catenin 254 W i ¥EIE R 4% 5% . B 1) TCE/LEF
HEE AN EERSFH HMG &R — NS,
3L [ # i HMG DNA %5 & 3 (HMG DNA-binding
domain, HMG DBD), % 45 & I 58 9% 15 7l 5 = 1
DNA %1, Tfi B-catenin 7] i# i 5 TCF/LEF %5 & M
TV P S S DR i e 3 1),

Pygopus £ [ (Pygo) /& Wnt {5 53 % 37 K 1L
IR L, A7 TAE 5@ %0 B ) B-catenin [ T i,
A[ A3 B-catenin ANA%, BUE FUFFEEENE k. Pygo
# N ¥ #8 ) NHD (N terminal homology domain). 7E
N5 B PRl Pygo FIUEEE 1, 43 74 hPygol
HhPygo2, [FIAEAAT & FE O 57 (1) PHD £E45 45 K15
AT NHD",

B4R, TE4H AP T AR M8 B (Wnt/polarity 18 2,
SRR A Wat/PCP & i Al Wnt/INK I8 ) At & 31
THMEE, W Prickle 2 (4 A1 Strabismus & 4%,
Prickle %% {9 th % #% Jy REST/NRSF- #f H. /£ H] LIM
SikEER, RAWNREIEZAE, J&T Wnt/PCP
I R L o Pricklel () 1) gk 2k 23 18 BE W T B
REFE A AT RS & A R 1, Pricklel AT DLUIE
MRS A s s R A KRG AEER MY, A8
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Rz gnfrt, Prickle2 25 K 4 5 4H B T0T 50 A R i
R R ", Strabismus 2K [ & —FEEE, &)
& (E 0 Y Wnt/PCP 3@ % RILIG, W LLIE &
Pricklel &5 [ 240 M i 1 5 76 R &k 5 i
w1, Prickle Il Strabismus 25 [ #[4E HH 7E 20 Jf 300 ] A
T FHEYA WA Strabismus A K H——
VANGLI1 fil VANGL2, H " VANGL2 & [ % & HE
VIR RG R & R R A E R ER . EA
P, RARH) VANGLI 3R 2 S ECE RS w4
Beff, e SR AN s SEiE 1 & A PO

2 Wit SEEIERINIE

Wnt {5 5 il B R §i5 /& 55 B-catenin Z 51 7
N2 Wt {5 5 il B (Wnt/B-catenin i 5 ) Al IEZE
oWt 5 5@, 5E OESE @K (Wt
Ca** {55 1@ % ) A A ~F i #% 14 38 % (Wnt/polarity
g, PR Wnt/PCP @ % AT Wit/ INK G ). H
22 it Wt {5 538 B 1RO R £ ZAHE Watl ., 2, 3.
3a. 8. 8b %, MAFZ i Wnt {5 53 B ) BC AR (045
Wnt4, 5a, 5b. 6. 7a. 11 %%,

2.1 Wnt/B-catenin{5 S @&

B-catenin A& Wnt {5 5 18 B # A% 0 7, H
E L5 2 2 1 I B s AR N A R ) Rk
Ak, 7] LA B-catenin #A 2y Wt 15 5 3@ #% (1) “ I
Feor 1 B, AEYNER S Wt R AR, M5
ff] B-catenin %% & 7& H Axin. APC. CKI1. GSK3p
TR MR 2 A4, CK1 AT GSK3B A 4k il iz 1k
B-catenin [ N K % [X 15, 3 F( B-catenin #% B-Trcp
FriRl, 2 JG B-catenin #2052 Bz Z AL F1 & (11
PRI A, 540 Y F) B-catenin KRR P, %
WA 52 a8 W R b THHPRES, AR
SEFERIANGR IR . T A4 AMEAE Wit /5 51, Wnt
EH Sk Fzd 454, 143 LRP #% GSK3p FlJfh
BREEIR L 5 )5 Axin 5 LRP 454, SE(H L4
HE Axin /T8 R M5 2 A WA S, T RE A
B-catenin F¢ B4 FR AL AN AR + TT1HF 25 (1) B-catenin & 4R
ER L, BEE A RN, 5N
SEIR P45 A, WO O S 3 I A e S PP kA,
B-catenin 1A 1] LLid i 5 E-cadherin 3 [F]/F 2 5 40
MIZG B, T GSK3B 731 {E R & 215 5 18 % AR AR
B R T EENER s APC EEAE N AR EE
A SR P2, 25 7 A M R e A AR 1t 7% 4%
AR BRI, Wt {55 0@ % &N IEA
AE R X —deg, mez5R g dgt, B

FR— AN A B2, A I A AR Kk A R EE A
AR Y,
2.2 Wnt/Ca™"@#%

Wnt XK % Wnt5a 25 H [1] WntSa 7 - F1 Wntl1
Ay 7RI SR SOE Wnt/Ca®' S, VR PR 3
WntSa Fl Wntl1 G A14E & Fzd 224K, N imis 4k e
i i Dyl 25 H, T A6 B Dyl 8 E AT RL A |
cGMP 1 6 Y &5 3 3 B (PKG) Jf 03 85 i5 i C
(PLC). PKG =23 Ca™ Bl o, 1 PLC i
I EE TP3 A it i e i Ca®" (AR, AT B 2
4 i CaMK- I[ A1 PKC (protein kinase C) LA A 45
TR A P, CaMK- 11 7] LL/E ] T84 K
T B EOE NG 1 (TAKL), #EAE T NEMO i
(NLK), 71 NLK 7] AR 1k TCF, & 14 i) TCF
ANfe 5 B-catenin 45 &, DAL, 1ZIE B FE LA S
Wt {5500, 55 R RR B RS T 4 Meaz X5
(NF-AT) 255 36 K7 X 4i i sE Bl # /e 2 T
Ca’ fEILAE 55 SR AP fe R SE, BT
BEFRA Wnt/Ca™ {5 5 .
2.3 Wnt/PCPEEK

Wt B¢ 4 V3 5] 40 i B b Frz 2 4K J5,
Prickle £ [ 1 Strabismus 45 /van gogh #££5 1 (VANGL2)
FEFEME R R, Dvl Al DVl AR & K A GG 1
1 (DAAMI) A] LL#4 7% Rho GTPases 1 INK 15 5 #%
S, ZIEERBIEUE S, Dvl 21 DEP 45 ik
KA AR, T E AL GTPases i (RhoA) Al Rac K H,
1M 52 3 B4 1K) GTPases i A1 Rac & [ 7] 47 il INK
Wk ig th, 43 INK ¥ AL ZMAk%, 456 H R
b c-Jun iR, AR R R R ERAK, AT I
TG P, INK SR iZIE B O T, B
Mo sE A WEER AN, B2 52 MEK. 51k,
TR UL B RE S — R A A R PO

3 Wnt{5S 1@ A8 A R A

M SRR G AR Y — U AR B Th RE, R
VoA i) B A ARl . i AR AR 2 R T
AR, DAHORAN FENLAR i g2 sl S0 T
Igif. w0, 4G B IR A, A A
FR L. 22 M5 5 JE O AR RO I B A —
FIRFEAE R, TR Wit {55 8K 5 e Bk 5 A kit
ATHIT U A B, 238 AT DL S0 0 5 S A
TR A BEAh, Wt {5 538 B AR T R AR D R] LA
RN I RERE X PRoR Wnt 5530 B £ 20 1
JERL AR TR R
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3.1 Wnt/B-catenini@ & %] 0 f G 5E AU VT

Wt {5 538 5 i 425 40 i 3 G (%) B 2 KT 2 18
o R EA R A T I B ) G B 4y F B-catenin
M. EEEBELT, BEAERKNEEY
B-catenin/APC/Axin H1 ] B-catenin 2 [K| Ky B fift 4/ F
T AERFAE BRI 5 024 56 VDI T8 O A0 i
3% A B-catenin (17K~ Tt &, BT AAZ FF B0E B2
R, SFEELEERE R R RE, (LM
S0 R O S M, e SR AR BT Wu 25 BV
FORI, Ak YINPY) Al GEiE i fig 2 Wnt i #
1 B-catenin. c-myc FFAHOCHE HFRIL, dE 2
PEE S HALL . G/M HAgR f i £, (i K i
) 78 5 T A0 B R B A R o I 5 ) S A 1
M BRI K, BETFILRER -3-’ET
12 lig (epigallocatechin-3-gallste, EGCG) 2 i it #
il Wnt /B-catenin 3 # )V P2 SR 10 4 1 g UL L2
UM G TE . fE iz A2, EGCG 2 X5
T )% O e B-catenin L R IEHEFE K cyclin
D M ER , AT E T 40 i i 38 G F2 A k4%
iR ®.

i 7L R B, Wt {5 5 38 26 6 T 40 i 4% 47 A 3
A EEREEN. T4 “ninch” 2 4
ET4Mm kB RE. BIREHRMEA, RFET
WA Wt {5 578 2 i FLah M i H 2 b by
BEAREHHE TR MG Mg bR a0 A2 AT
U FLEN W) T B B e TR I AH 2, P38 4~5 d B —
WP Wt {55 2 B RE M T BT AR AL,
1 P N o R B BE s s A AT 1k, gl i 2]
IR R R IE. MR, Wnt B AT LA
AR AR A /I i 2 BT B B N T B S RS )
CBC (crypt base columnar) 41 i 4% A\ WA 24 T 5T
L, £E CBC 4 it 3 5 Wt $EEE [N LGRS ) 3RI35,
AT S5 4 AR 22 BN TR I I 4 B SR Y, Xt
FUULE Wnt {55550 T /N (0 3R 7 AR P
JE L F 7 40 i (interfollicular epidermis, IFE) 4t
AW HOIRE, TR L%, BEE
PR = T4 AR E . R 2 B BRI ) 2 i g 8
5 Wnt {5 5@ K, K& Wnt #E3E K Axin2, —
LR R B, LR AEARSME RN 244 F 5 B-catenin
YERNEESy 7, 25 IFE T4 jg 3 5 17 494 55 A1 4
F B UL &, IFE 40 (43 5 2 B Wt {5 5
W R thAh, KM R E T B o
WA Wt Bk, ETEGE Wt (55088 .

B4k, Axin, APC 1y 28 U % rh 1f) SR R 1

XA G B AT — e MR E . Xu 25 PY R
KRB, Axin GEWE T #% 5% K 7 TCF-4 (131
AP, A it e 4 P T S B . T AE XY APC 34T T
RERIEFUIS I, A 2 5 BRI AT DU it 465 i s 441 A 11
WEEMEER, R, YKE D] LA 4
B, $ER APC AT LUAE A0 i g () ik ade 6 TR B,
Wnt1™, Wnit3al" S5 Wnt {5 5@ B O C A, 46
A DLOE Wt 1886, (R EA% N 5 20 A A S e
DRI 5%, ETMAR 240 M 5 . 17 24 Wnt il #% 5
WG, N EEEE R & R R, TS B4l
I e MR B
3.2 JEZBEWntiE B AT A E1E

£ Wt i # ) 4R 22 g 42, WntINK I 2%
O PT A4 R MG SRS Bl A — E IPE AT . Hosoya
2 OS2 30 3L B8 B LH2171 (Lactobacillus helveticus
SBT2171) il 23 /0 B bk EL 4 B AT N SIS Ik EL 988 231
Z 1T R 4 5 O FE R 0T INK JE B R $E AE
LH2171 B T A8 o/ 8% B2 A6 1Y) INK AT c-Jun 41,
2 $ ) 40 A 53 22 R A 25 1 2 (cell division cycle 2,
CDC2) [y ik. thoh, Wu % PV B k8L, UiBk
DUSP9 J:[X % I c-Jun.CDK4 1 CDKG6 [ 3%,
WOE INK @ B, (2 AR BEma g e, 7ot
Ft Wt 3 B [A] 78 57 20 i 185 5 0 A v (R RIS
W, Wntsa BuGdE4 i Wit (5 51812, g dim
Wnt %, Fi cyclin D1 (I8, H] a7 5+
AR M. 2017 4, fRBEARAE Y TR ST sIRNA
T4 Wt 11 55 75 fs JUL 20 P 164 5 0 sl B R B0, T4
Whntll FIERIA ST, 40 A 3G HE AH DG I PR Rk B bl il 3%
B, HALT S HAM4H M g 2 3 FEAIK. 1 Wntl]
72 Wt (55 E & JUE R LR, RZ/ERH &
Wt JEZ BB STIL . HRAh, FEAZHTE T IR K I,
PI3K/AKT #1771 58 % 5. 2 P& AIK Wnt11 [R5, $2
7 Wit f5 55 PIBK/AK T 38 1 2 1) 746 e s
RORa J& —Fh4E R AH O IRZ 32 4k, HOo) g 48 i
S5 R AR R I 2 AME Sl g SR R ST,
oA A 35 Wt 28 4L FlT9E 28 8Ll #% . p53-dependent
i % . Hypoxia/Angiogenesis i [ UL J NF-«xB i %
2 B X RN T AN A R, AR 8
Tt —Fod B AT LASEIIL Y, T A SR A i [
FHEAEF A ERTY, Rk 40 & A B R
3.3 Wt S5 H 4biB g L )T A tEE

Hippo {5 5 1@ M 7E M FLA ) b s AR <7, i
U o B AN T 4 FRE LA R4S, Yes association
protein (YAP) J& Hippo 15 5 il I% [ X815 5 7 T
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ZIE S Wnt {5518 % 1A T A T A R
FRIAZ 0 7 R EL A P S5 84, e ke S 9 ) e 3
DR B AEH . BECRE, Rk YAP 241
SEIE AR, R R TR TE I )
YAP #] LU B-catenin A4%, M0 Wnt i# i ;
HH R, TER% I YAP A] DU i 5 B-catenin 454 I
TR T Ui AR IR, AT R 3 425 i e A A e g .
[, Wnt {5 5 18 #% 91 (1) B-catenin/TCF4 & &9 i
5 YAP JEN 28— /NN & T IX B8 T 45
HE YAP ()35 . 2418 ] siRNA T4k f-catenin FikL N,
YAP 1) mRNA 5& /Kt TR ", X8 Hippo
TWERS Wnt 8B [AIAFE BAH AT

Notch {5 ‘5B B /ESN IR N |72 RIA HAE L
EEERST, 5 Wt {5 5@ EHARE, #Eeh% i
UM IETE . i IEREZ AT N, FFFIESE,
Notch {55 I8 6 5 Wnt {5 5@ 8 4L 7 17755 4 B2 40
FIXEEE . RANANIRET IR MRS — R A S5
HBIUESZ, Notch {5 S8, Notch 155> 7 (Notchl
A1 Notch4) "~ cyclin #5614 Sl a1 77, {3 1548
A BAEE & cyclin D %@ b, 5 S04 A A 4
i U, S R g g U T E Wnt £S5 5B
E 9 #% U 1) B-catenin 43 1 7] LL 5 % 5% A - TCF/
LEF 254, ¥5'F cyclin D ik, MI{RiE A K 44
iy

WAk, 15K 2 H0dn il 4 # A7 /E MAPK {5 5 %
SEEE, v -ReTR/ HEAREAWE, FE
LI Be 2 K 20 M A A5 5 B 5 2 A B o % HC 48 R i
o, I G R R T R R R IA, S 5 A
WA, b, AL RERRE. Wat 5585
5 MAPK & % 2 [f] 5 U [ /E . Jeong %5 U7 1
FRW, /N LN S5 s, Wt 3@ 2 1)
s AT DU 33 MAPK 38 B 1) 805 . 75 Wt K1 1)
45 i 8 4 B, MAPK A5 538 B H i) 0% B 5 [
KRAS 3215 b, #t—2 L BMP7 H13R15, K5
G BMPRIA ZARKIE 3 12N e 0N f-catenin
SEN, BRI S e AN PR G B, TR KRAS JE
[RAB 0 R Wnt {5 Sl B — 364 1

B L iA@E B AL, Wnt B S HARERE, 41 NF-
kB. JAK-STAT. PI3K/AKT %5 b 17 7F B 322 5% ] 4%
WEER. —RIFFARY, Wnt (55 @% AR
AN T8 BRI S N, 17 e o T B R AN A0 T
MM EIERH, S8 ME5EsEE, BR—NEH%
T ST 0 X 4%, s [ o 200 P O B4 50 B A Kk A S
FIWTER

4 WntESBERSEELESRATT

Wt {5 5@ EAE RS 5 EK KGR —%KE
ERE S, —HEINRE, 2FEgpsEE
YRR D RE I — € FE BE R BRAS B4R 1, Bl &% 2K
PRAE O M Bl PR DL RESE . BT Wt
155 18 B A e B R A JE ], ndm s APC
Axin, B-catenin 2 [{IFE R ¥, X BLBL IR (1) 7 BOS
#5 BHRE  R AE R RAFAE—E IR R B, [H izl
55 PR 1Y) 9% A2 I SR A T ) B R
4.1 WntESBRSEELE

Wt 38 % (1) 57 5 WO 5 g 40 M1 3 55 2% D) AR
K, WEIURINZ Fh oy 1 #0822 B4 B A 4 b e i %08
0T e A L G T AR B AR E R . 200 Wnt {5 5l
B e 25 R aCE IR R A, RIAEA
DA S A M )5t M B-catenin 7K 5. 76 FL IR
W, B-catenin Ff = H R IMATEA R, XFFLRA]
R A2 T B-catenin JEAF SEEMRE R SRR,
Y0 i B BB 1Y (cyclin Y, CCNY) A] DL ik Wat/
B-catenin {5 518 % {2 ik ON S 20 MR 1S 5 . I Rk
ff) CCNY HJ DA 2E 40 Jfa (386 5, 18 55 Wnt - iy
BEIER] c-myc. cyclin DI, PFTKI 1 OGT {13k ¥,
i 98 PR A6 IR T o 15 5 25 A 2 (tumor necrosis factor
a-induced protein 2, TNFAIP2) | i a] DA ] £ & ik
R4 M (BSCC) i 5, JHAEH £ @Y T A
B-catenin | i # FE Kl (41 c-myc. cyclin DI %5 ) F
| E-cadherin 1 p-GSK-3p ] &% s 8L (19 . ot
2R GOLPH3 (Golgi phosphoprotein 3) J£[Al, 0] i)
SW620 45 iz e dH i 8 58,  [A]H) B-catenin 7K°F- i,
Wt 8B IEPEFRAC, Rz iRk GOLPH3 BRI it
G5 95 4 P 3% 4 Y, Reishi ( #252024 ) 0 LLiE i
FRak) Wt {5 5 188 2% 17 i) L Je 40 AL %) 384 5 A I F2
FE /R L@ ] Wat (1355244 LRP6 [
TR A AT BELYHT Wnt % . 75 N JSAT/IN BR 1) LR e
M0 &, Reishi 7] DA 3[4 LRP6 (1 5% BR 14,
M) Wntla A F 1) Wnt #LEER Axin2 1)FRiE B,
FF 44 it %5 B 43 T+ (hepatocyte cell adhesion molecule,
HepaCAM) 1] LLiE ik Wnt/B-catenin {5 5 38 1% 11 1] Ji
PB4 A T24 354 B 31X HepaCAM 7] Fiff
B-catenin. c-myc F1 Cyclin DI i) mRNA 1 &5 H ]
Fak, I T24 AL HEE . U2 EY B-catenin
WA MIEERE CTNNBI FIFIERT, AT DA I 2 LR
MR WA W A AREE . B9 Wt
Bt Wntl. Wnt2 1 Wnt7a fIFRIER, 435 7] LA
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SRR TR IRE . A AN R S BT
42 WntlESEESEIERTT

Wt {5 538 #% 11 2% 1 O 4k I 5 1R 22 98 E AH
K, I BCHYURET AR AR A RG] AR . B
T Wt 38 B T R IR I AR 259 E AR T Wt 3@ %
O R I R . Wt {2 5@ B k) 7 g
BT ER A, B-catenin FIHIFRI LA K — RN T
) O e rp NGy R I R BRI AT
A, A T T B A B XN A A I BT
f i, 3k B B-catenin A A A Wnt {5 5
WE /N TG 5 B A KPR R B SR
B AL B A AR P e AR V) ThRg, ki R B/
T2, SEPU SR E BIIARTT o

25 PRS2 56 558 1 BT 4T Wnt 45 5 38 2% 1N 9 T
i) 77 NC043 J HAEFHBE S, KT Wat {55l
P& H ff)— N F R CARF., NCO043 3@ i /£ H CARF
NI H Wnt (55388, 0T LA R0 45 e 40 i
A R R N TR AR A e A BRI B A
THEERE A P AAEVTREM, b &4 NCB-
0846 HEWS 5 TNIK 45 & T M — P AR ER IR 5, N
T 0] TNIK (13RS M, M) Wt {5538 5%
I ik NCB-0846 2524, n LA 45 B g T4
LTS PRI 2 T AR IR IR, SR S P RS A 25
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