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fRAE B-BK R I 4 AR B AR v AR PR A [9-11]. SR,
Axinl 7E 5 i 18 2 RE A IBD 1) 4 & HH AR AN TS 2

Axinl 7EAH B G TR HE G MR I A e, R
Sl F-R AR BAEFI[12]. YT TIRBE 1 3 e KT B
T b aiis (JEC) H Axinl EHRIRIZE, mHIERIA
FEARSM I 7 Vb 1) IR B A 22 M R SE[12]. SR, fmiE
Axinl {5 SAELERF R B h E I M AR 84 7. |
T4 B Axinl SR SE Foaw ), > BT 50 E R H SRR
Axinl 7N AR AT HLE BT FL[8] -

TEARWF T A, AR b 90 Axinl 729/ 15 E
VIBERN 9 0E Gy A P R PEAE A . fENIBDREAH, ATKR
Il Axinl 7E{5 /8 RNA (mRNA) FIE [ /K F LR RIAR
e T HEF N bR A0 Axinl V)2 FALED, BRATEE
SL T —ANHE I b R A0 B A A R R Axind (Axin M) /NER
BRI13]. i Axinl A SCB 1 E T W b R 4 i 4 i
AL . deAh, ATEFEL T Axin 1P 1)/ B 2
FUMH AR (PC) Axinl 75 289 [ W HH 1 2H 2R S VEAE
o FRATHIW I & GIESE T 8 Axinl 5 4845 i A A
MREZRMKR. TH#EEFRT (0 Axinl) . g4HAR
b CanPCs) FIFUA W BE [ W ME R B HI B 2 B 3 (4.
muciniphila) ¥4 BT 9 N IBD $2 (55 7697 T51%

2. MR TTE

2.1. NI s

B R (UC) . W B (CD) B g
SXof R ZHL ) A e R 5 P T AR A 1) IR 2L 285 ok B 36
Biomax A (CO246; USA).

2.2, BRI RIAHAE AR

PAMEH 7 @ &N RIS E (GEO) fEfilJE
LR A 7 K dE . M GEO fE6it arh, AR T3k
H UC. CD [} IBD &2 JAE R B F1g FRExT HR 25 1 25 i R e
TR HOE . B RNA B FREF 5> B HiE (GEO B3k 5
GSE 16879). AR 7 UCKHIR (n=6). UC (n=24).
CDXHE (n=6) MICD (n=18) H#H M Axinl F: KN Fik
AR HAT 07

2.3. SEISENY)

AxinI™" (LoxP: X-overfi s, P1) X/ &I H
Xie 55 [8]HR1H o Axin ™™ /N § 72 i I Axinl™" /N5
villin-cre /N SR 42 %2 3K #3 111 (Jackson Laboratory, USA) . [fj

T https://www.ncbi.nlm.nih.gov/geo/.
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KB RE 6 (Defa6) -cre /ISR K H W4l K 2% ) Richard
Blumberg 18 +:[14].  AxinI** /)N R A& 8 1K Axin 1“7 /)N
5 Defa6-cre /N2 S IRTFIT o X 6~8 Ji] U (14 4 01 M
[F) 8 /N RO AT SE 88, X B /NER AT BLE ROK, R FRTE
12 h I /S6JE A o B (R 3 38 7 7 1 U B DR 2
B (UIC) MAYs st =, IR HE UIC shd
HERES (ACC) Sy #ir A = MM AEY) %448
AT . ZhW) TARAS 3] T UIC W9 300 A = 1tk
(ACC15-231. ACC17-218 FIACC18-216).

2.4, /N R I8 AR 5

W Axinl 0 1) 34k B 5 LSO SVI129 IR I T 40
(ESD o 1 63K L& JU JIG 480 M - PPAilk 40 2. 2 &b Axin 1 HI1
NGB KA IE R ES v FEE 5 2] CSTBL/6T ZEWR T, TE Ak
WA NG G — P A A g HIG v R
R Axin ™ /NER . 7E CSTBL/6 Zath E35F T villin-cre
(EAFE 5. 004586) 3L R/ B o K B2 1 1 Jo RV 55 2]
CS57BL/6 /N E A A, 15 31 PC 5 514 1) Defa6-cre /)N i
i R [14], f# cre- 41§ 7 PC %7 5 14 )5 21 F Defa6
Kik.

2.5. WE R IR v 2 TR 0 AR R AR SR A

W Zi B A BT 50 2 B (ATCC BAA-835) #E Oxoid
AnaeroJar (AG0025A; Thermo Fisher Scientific, USA) i
H R & 72 S (AnaeroGen Pack) (AN0025A; Thermo
Fisher Scientific, USA), T¥sIN T 3% L--t 2K (Sigma-
Aldrich, USA) HIK-CHE RS 7 4E  (BD Diagnostics, USA)
W37 °CH 748 he J5FRYIAE 12 000 g K 5.0 10 min, #RJ5
TE W IR Hh 2 vl (PBS) B %4 1.5 mL &H 10°
CFU (W& TEREAA) o SLEPR R R E TIK FERRER .

2.6. FEFEEMR

4 Wi % (S AN ET AR [15-16]. SeseiAE, N E
FH 5 DUV A T B 1 A K R R 5% T SR BB ER 4 (DSS)
[/ T8 (MW): 40~50 kDa; USB Corp.,, USA]. sh¥%F
RHEERRE . FTR, WREEAIE/ANR, 85 s s e %
(DAD REALE 7R 0@ EFEE, W e A E g H o b
{5 1L ATARYS 1) A3 L

2.7. [RZESEE

TE P R M VE Axin Y 5 Axin 1€ 8% AxinI*"C /N R (6~
SRS HiILE TH . MIEA 3R AxinI"™" /N A2 K
AxinI*™C 52 R AxinI*™C/NE, WIAT TR [17]. [F2E4 A,
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EEH B O AR T i 8 A K T ) 5% DSS. BN R RHRE
PR . EDSSHZEH TR, MEEAIE/N, H DALE &
R ERRE, WEAREREE . (RS
Bk,

2.8. DSS-4 i #¢ A5 B FIE b 2 1 Be] o 2 B VR T

Y E AT 7~13 JARE /N R HEAT o 7E 5% DSS AL BT
UHRT 6 h MM 5 2 5 (100 pL PBS &) 67/
o MES%MDSS/KEMWT7d. NRFLTdHHIES
1.79x10° CFU B R R HIMT e 2 1w . 7d )5, I/,
HRELLREAR

2.9. MRIPUERIBIT

Axin " Fl AxinI*C /N (6~8 JEHY) FEAL > AP
Evyre X CHErE3 AL M3 D, JiAERBITH6 A
(R 3 R EME3 HD o s MR KBt &
(1 mg-mL ™" FFA4MEAT0.3 mg-mL ™' MR EER). X IR
RAAEHARNIS K. EHERBITREREIAE, ik
HEEAH TR EM .

2.10. /NREE AN H R 20 T

o CE T TR R IE[15-16,18-19], FEAE 10% 45
IR (pH 7.4) thiie, b, REAEG
o 4 um YR FABARE- PO (H&E) Get[20]. HE
ARG BIVE S QT TR [13].

2.11. 5-JR i S PR E % H (BrdUD L #

S HH MR 6~9 JA RS B E 1 ORD E PR AxinI™T.
AxinI™™ M1 Axin1**¢ /) 87 1 3 4 BrdU (160 mg-kg™,
PBS #i%; Sigma-Aldrich), JFfE2. 12, 24 hJ5kb%E. i
Fo R B A 4R 7 ) v v DB 83 TR 8 81 e i i ) Brd U BH 1
1 b B A R A AR R S

2.12. G eIk

T I B SN R B i R 4 Tl b R,
AT RTR AT FAG[17,21]. WaTATd, FH -+ e R
(SDS) - ZR A s Ik Jie Bt i HL UK (PAGED 4 15 46 & (1) b 1A
REAR, HBIIMTgERS, AT R
E[12,22]. FAE SRR evk BoRifk. FH—FLL Bk
PRI P AT SR 2 A, 5 AT R B b3

2.13. HE A HO

WIRTATIER, B0 231E 10% A8 2K T AR 28 o o 181 5
Al P AR v H AR HEAT AbFE[15-16,22-23]. V)4 Fl Bt Axinl
(34-5900; Invitrogen, USA) . BrdU (1893; Abcam,

USA). B-Bt&E I (610154; BD Transduction, USA) Flf
R AL-B- 1k B 11-S552 (95665 Cell Signaling, USA) e,
Yt 5 P (10 52 AR AT [15,24]

2.14. I EAF)

B 53 B B B 2 2R 4 10% 1 H VR 2% 4 2K 5 AR T
Ja, AAREEIE. XA SA AR R (4 pm)
BEATIF Gt i & B A R (151, ¥ U1 5 HU7 17 B
(Santa Cruz Biotechnology Inc., USA) FiIK7E4 °C N &
WA o SR 5 ¥ FE il 5 97 BT L SF Alexa Flour 488 (D1306:
Santa Cruz Biotechnology Inc., USA) 7EE L FI¥ & 1 h.
2H 21 | SlowFade (S2828; Thermo Fisher Scientific) Ff
M, i b 7IRE R U FARR SPS UL R ER
W4 (LSM 710; Carl Zeiss, Germany) B 5k E 7 BX51
W R M (Olympus Life-Sciences, USA) #HEAT K .

2.15. B A 2O R AL 2 58 (FISHD

A8 FH S m) 40 BRT 16S ik DRI R BE R S X3 ) I S B
DNA (ssDNA) #£%} EUB 388 (5-GCTGCCTCCCGTAG-
GAGT-3") #4TFISH. 4RV (4 pm) 1£ 60 °C K HbkE
30 min. VIR FE IR, FH 100% SFEMK, A,
7£0.2 mol-L™' #: (HCD 9% & 20 min, #RJ57E 1 mol-
L™ NaSCN A 80 °CHli#4 10 min. VI B EAE (4% B
E A BT 0.01 mol-L™' HC1 ) #£ 37 °C K ¥4k 20 min.
YA T Ve 200 (0.30 mol - L' 504644, 0.03 mol-L™' 47
BN, pHIE NT.0) Beik. VI E 10% 46 /R DR LZ il
ol 5 15 mine FRENTE 90 °C R F 5 ng- L™ 4% 48 2% ik
(0.9 mol - L™ & ALHN, 30% HMifZ, 20 mmol-L™" Tris-HCI,
pH 7.4) F1H10.01% SDS %428 5 min, Ff7£37 °C N & ik
Wo P AEAS CPRBHZE MW PLRES K, BX
5min. AT WEANZL, Yl 4,6- — REE-2-2R B0 bk
(DAPD /LB Al g th . BRI BXS1 9% Wit
LoRIES%7 Fan

2.16. 3P LT 2L (TEMD

INBBTE 4% 22 T /3% 1% - BE 9 10 mmol - L™ B 2
W (pH 7.4) H[E 52 48 he BT A FE G ¥ # B AT ib
JiiE & [15]. MRS E S, ¥R VIR 1 mmx2 mm (1)
NG, H TR CM 100 L7 R38R (fif =) 7E 80 kV I
Jnid s R R AT A, BATE UIC T BB 0 b
A8 -

2.17. % BEGHC S NS (ELISAD
K 7N BURE R 1 1) Procartal Plex /) BR 40 I K] /& AL IR



T4 26 Bk 2 A W (EPXR260-26088-901; Invit-
rogen, USA) A5 I 1L 375 248 BRIl 17K SF o R 40 i s s 11 s
YO, A A& S AR EAT RS DU . £ A Magpix ML 3%
(Luminex, USA) 2B AR .

2.18. FRIRZN AL (GCs) B /R 2 i et

X FH A U R[] 5 77 ] 7 0 285 B 21 4340 W D) e JEA T BRT 7K
AT R -7 R et [25]. A Tt $GCs. B
Bes i R e (EED . it At ANRE (B
GCs. GCHuEl I f =ANBa s 735 GC HE N —A sk
. & R/NRBENLEE 3 A 5. K Welch’s ¢ #6561t
BT GCs B X1

2.19. WA PN AERLH I (PCs) Fh) 375 T i #2898 ' (TF)
PC KB H B IF i3 T gt . TR AR 2 XU DOo=
1IE# PCs, DI1-D3=5#% PCs, W12 BIHISCHkATIR[15,17,26].

2.20. WA AR R (PCs) 1) 43 28

Wt /M. FH PBS TR /NmIE R PITT, BT Uk%
() PBS H1 37258k 5 min. W B PBS Jf LA 2 mmol-L™' £ i
G218 (EDTA) PBS #AX, #f 5 7EX = H$E 5% 30 min.
2 [ 2 mmol-L™" EDTA, ] 54.9 mmol-L™" D- il L % 1
43.4 mmol-L™' FERE AN, A 1B RSB E, A&
J5 H 100 pm ()40 L 8 25k 9 . FESLFE 4 °C 150 g B0
10 min. 3 L3, ¥ A TrypLE RiEEFLL 37 °CH E [R5
15 min, &5 min B32R 5% — K. A EE T 70 pm
PRSI E, 74 °C R 200 g & 0r 10 min. FH % 2 mmol-L™
EDTA 1 1% A2 113% (FBS) {1 PBS VEIRUTIE IR . B
i, 452 mmol-L™' EDTA 1 1% fiti 4 1fiLi% ) PBS H &
M, S5901LEE24 (CD24) -PEHiARLE 4 °CERE g E
30 min. AFAUMIE 0, TEMBESE MR P BRI K, SRS TE
DGR R P BT 43I [15].

2.21. ZEMEHIE 168 £ZHE 1R RNA GRNA I T 1A E B
o

UHHT TR, WS A S AEREA[17]. £ UIC 221
B 7t A0 A Tlumina W 777 G 6 AZEAT 20 8. H QI-
IME pipeline [27]40 3 5 46 F7 7 s, A FELIE I &
Be . R B A ik SR 2, JF 8 UCLUST J5 v P
W22 1) 77 A BT #7038 50 (OTUs), R A1 AHAME
B 18 N 97%. F H Illumina Curated GreenGenes 2 % % i
P () A AR 0 5 91 B4 (28], o B M b A7 73 26
R,
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2.22. SEW 5O E B R A MEE S (QRT-PCR)

FH TRIzol 15771 A/ B &85 i A iR AR/ i b Rz 4 i o 42
HU S RNA. AR 95 i 38 B 1) 1% B (Bio-Rad Laboratories,
Inc., USA), fdi [ iScript f.4h DNA (cDNA) & Rkl &
HEAT RNA W 5% . iR P8 & wg B9 w91, 8 A iQ SYBR
green supermix X} cDNA & 7 7= #) i 1T qRT-PCR. £ [7] —
FEAF, FrARIEKFHH—RAREEAKT. Aol
RIS E NG FEARH — O E SR IR L. P
H qRT-PCR J V35 # AT

2.23. 41 DNA ff] gRT-PCR

AR 135 P g U B, 3 %4 DNA 7% (Omega
Bio-Tek, & &) M/ 1) 28 f 52 U DNA. 7£ CFX-
Connect SE I & 4t L #E4T 16S #Z # /& DNA (rDNA) qRT-
PCR ¥ (Bio-Rad 5256%, 2D, {4 H iTaq Universal
SYBR Green supermix (1725121; Bio-Rad 525, £
BEATHHG . 16S rRNA Ky 7 M 51 WA 9 A s 1 o B
XPREAR AT H— A b B o A FH AAC, T A THRE AN FEAR
H116S IDNA AR & 51 P07 51148 F Primer BLAST 5t
a3 A R ST RN S2 3RS

A FH AR T B 5 A IR S3

2.24. Giit ot

B 3G UEHIAE, A — R BT i, HE
PP 8etriE 22 (SEMD) RoR, P{H<0.05#INNZE AT
i1l 2% 5= X . 18 A Shapiro-Wilks 1E A MR8, DLAS %k
Pt 5w LA RIERE R T LSRG ES
e A St R TT ZE M55 I FAS 56 R A 36 T >
IEH R BA AR T Z R BB IR0 P4 ]
1) 22 S 30 3 AN 55 77 22 I AR TC R 2 A o R 36 A1 AN 55 7 22 1)
Welch’s ¢ A 36 HEAT 70 M7 o P ZH AR 1R 25 75 A1 30 18] 1) 22 7
K F Wilcoxon FR AN 38 47 70 #r . = ZHER=2H DL b2 [H)
fR 72 S I 1 R T B 3R 7 Z2 0 i CANOVAD - XL 72
ST EHZEILE, PAEEIE Tukey JTIEHET 1%
K HI Spearman #H 5< 73 Bt AR B IN Axin A 401/ 21
6 (IL-6) SR IEH F o (TNF-o) 4K ¥ 8] AR
Kbk GHTATIR, W43 OTU F BEREAT 143 HT[29]. 1
MH 2, KH R phyloseq Fl vegan i 17 3 44 #5 43 Ht
(PCA) H1 Shannon £ ¥ 73 4. i H] Windows GraphPad
Prism 8.0.0 i & (GraphPad Software, USA) A R # {4:[R
Core Team (2021); R Foundation for Statistical Computing,
Austria]#H1T GE T3 HT
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3.4

3.1. A IBD 1 Axinl (3G 0

Axinl 7ERAEM T IPIRAS MAE R . RAUEH GEO %t
T T N KRGS WA B 5 B ds o FRATTK I Axinl
mRNA %% /K F7E AN UCH CD F A= 28] [ 1 () 1.
Spearman AH X/ BT 7k, CD H Axinl 1335 542 % 40 i
RFIL-6 [A1 (b) JATINF-a [E1 (o) 12IEM*E. NT
WF9T Axinl 7E 8 H BUKF B FIE AL, FAT T g FRext
M. UCHICD %Zik& M4 a3 4T 7 IHC K. UC
[E1 () 1MCD[E1 (o) 14MmALER, S5IEFSH
FHEL, FOERGIE AR Axinl 120K B2 5

3.2. Axin ™™ /N AL ST

PAME B b R Axind 7E 25 [l 2% (1) 995 L 1] o ke
H o AT Axin " /NG R 5 villin-cre /N RIARAL
FEAE T — P R S A R I R AR )N R . /N ER Z i R
/N R Axinl mRNA [ 3R 38 8 7R Axinl*™ /)N iR Axinl
mRNA (12 2 PR [E 2 (a) 1o AT B R 5 Fr @it
BB AT E A BUK,  RI AxinI*™C /NN A ZS

-e- CD non-responder
—#— CD responder

~m- Control

®
100 Fa 100
2 ®
A

bl bRz Axinl ik B EFEACE2 (b)) 1.

AT T Axinl 76 18 IR IE E AL o AxinI ™/
BRI/ El 2 P Hh ) AR AR I 3 TEC Axinl B[ 2 (o)
(d) 1. BbAh, FATET FISH 400 5E T 362 5 5 f it
AR E .. BRATEIL, AxinI™™ /NS IR 2 (o) ]
M2 O (LR gE N R EA M. ZEdEIE
SEY Axind [ IECHRe Ve, HAZR SR A B 12> F i
JEEE . FAVERL % Axin 1B BENS 1 52 7 L 7 Axinl
T B R S AN 45 i 4 P L

3.3. g1 Axinl X /Mg GC 73 A F PC TS 1 4%

BNk, BATHAE Axinl FRIREER 2 75 2 45 2 i 1l 40 i
1993 A o AxinI®™C /N B BT JR S W5 FH P 2 2 1
(K3 @ 1o Ak, Axin™ /NN GC FRIEY mucin 2
(MUC2) HJmRNA LKIEEINE3 (b ], £W Axinl 25
T 1B GC W53t FRATEE S BB /0T T GCs 451
(B3 (o) 1o AxinI®C /N 8 0K B Axin 1 /)N B
IR, JRERA GC RN FUBURECE A3 (D .

PCs i EVEAFAE T /N, -k, X REY
THE R 1 2 R G0 58 28 5 L B2 14-15,30]. % FE B HL AR P A
~e- CD non-responder

~#— CD responder
° ~=- Control

(d)

g 5
3 0] 5 50
P P=0.0157
r=0.4875
0 .“ 1 1 1 0
500 1000 1500
IL-6
(b)
¥ Control 25
20 1 ) ok

> % (=X 2 20} o
% 15 £ »
S ‘q_)' : R aa
£ o] S5 o
€ 10 = °
3 2L T
o 2 =5
S o5} 3 o
) pe & 05 o

Control uc Control CD

(e)

B 1. Axinl /£ N IBD 5834 Fifl. () Axinl mRNA7EUCICD S H 13RI . @R IR, CD FIUC B3 HIEUE K FH GEO %4 E GSE 16879, %4 LA
%L (mean) +SEM #EoR; UCKHRAL (n=6). UC (n=24). CDXH4L (n=6). CD (n=18); KK ITZEHHr (one-way ANOVA); *P<0.05.
(). (¢) TECDHEEY, Axinl F1IL-6 (b) S TNF-a (¢) HIEZEWFRRIE. FAIE GEO EdE & GSE 16879 54y 7 i Xt IBD 254795 - ) Ho 41 A i)
N (CDWaR) FIEHIN. (CDIEMIN) I E AT T Axinl 5 IL-6 X TNF-a #1081 STHR4L (n=6). CDWIN. (n=8). CDEMIR (n=10), P=
0.0157, r=0.4875 (IL-6); XTHRAL (n=6) CDWN. (n=8). CDEMIN (n=10). P=0.0563. r=0.3947 (TNF-a). (d) UCHEH (n=4) F{gf
XHRZH (n=8) il Axinl EAMIHC Y. (e) CDEHE (n=6) FEFXIRA (n=28) il Axinl BN IHC Yeth, JEFON E4 AT, *P<

0.05, **P<0.01,



257

Small

Small intestine intestine Colon Small intestine Colon
Colon 2 & < &
15 %% 2.0 N O W 15 15 i
= * \(\’\ _\(\’\ & & - *x
g 2 5 SRS & o 2 2
0% 101 & o7 15 O A 210 g
ZE - 5E 10 (110 kDa) S 55 £8
ST 1 S Villin BT 0.5 L .
% 3 05 (93 kDa) === — - ©3 : ”‘g
(O ] B-actin
R Ol (15 kD) = I -
Ny 5 S X NS N
N N N N RO\ RO
SRS W W W
(a) (b)
15 15
_— - *k
Axin 1LoxP = %‘ Axinlo® = "2
25 104 Zslor
[ £ o £
29 se
SE o5 SEO05F .
- = _ ©3
Axin1AEC B £ 0 Axin14Ec | - 0
R &
S S £ &
,"5(\'\ ,"5(\'\ . \‘\'Y ) \(\,\»
v L
(c) (d)
Magnification Magnification
(x100) (x400)
2 = 40
E | - 3
Axin1-o® 5 151 Axin1-o® = 30
8 3
200 pm € 10l £ 20
Q Q
£ £
» L 2 10
g ° g
Axin 1€ z , Axin14Ee =R
f &
v\(\&/ v\(\\v
200_pm ?:F ?:F
(e) )

2. Axin 1€ LN BB AL Axin 1438 2228 Axinl B 25 BRI R TEC 77 48 Axin 1™ [F/N RFRIB SR E B A /N . Villin {UFE iec FRIE .

(a) SEIS

eI E ' qPCR AT I/ A4 i v Axinl mRNA IR IE . PLZETE R AE N IECHRIC FIIE Axinl 1) (b) Axinl FBE R HENZEHHT. (o). (d) Axinl
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AN H&E ALK T . (o) B 7 Kimul &5 W M AL 1504 o B0l F P393 (mean) £ SEMEIR: n=4; HKEITZ5HT (one-way ANOVA),
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MU TT 2530 (two-way ANOVA), *P < 0.05, ***P < 0.001. (j) j#id qRT-PCR A 5 e 35 70 ] 2 1) 7% 1 Axin /)N BRI TE 266 8 F BT 52 ! B 1 rDNA 7K
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Ko B BrdUFH B/NRAMA N, 2he 12h, 24 h FAESE. inl BN IEC IER I52mT . 25 3P BrdU THC 4L ti iR
EDNA A GEFE, BrdUB BN RAIE, REAA,  Axind™™CF Axin 1 /N b Rz 40 B4 5 36 [ B 5% A
SRJG 7 245 R T ML . AR SIS B AR PP AN Axin MO F S4 (@ F (b) ]. fEBrdU#BA2hAM 12 h)5, XFHELAA
AxinI*P /N ALY P A B SE B I L, R BRI Ax- RN R R B A 2 R[S AR EIS4 ()
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() 1o BRI, 24 h )5 K Axinl*™=C F Axin1**° 1141 f
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FETR[36]0 Axin™C /N &5 7 B-I6 R L ASE A K 2 A 5
N RAGEFAE (AP EIEIS5).
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4. 111E
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SEfp g PR E AR, 1 b R A Axin 13 TR R /DN BRI
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ANERARALL o Axing®PC /N B3 X DSS i F B 45 B 25 A B A A
M, H5 Axinl™® /N R F W 3% 5 E 5 5 B4 R
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R, EZRGET, FIH Defas & 81 W F) 1 cre- i H
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AR E N AL g b . 75N IBD Flgh fig R A8 o L
BLH S H (1 PC [14-15,17,26,34].

(2) PCTENGIE TN AR RIEEEAEH, M
A BT 445 J5 i 40 34 5 [37-39]

(3) ZeRiInT e £, DSSTEN g B B
FAEHI40].
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A5 55 575 16 DSS 45 [ 98 1 0 6 0 A 40 B 3 O
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AHALA[34]. Axinl % #Fx A Wnt/B-F6 & A5 5 W15 H 7
Wnt/B-k2& (115 5 8 % 51 & PC 1K1/ AL R, AT 3 5
PUB BRI A . B Wnt/B-BEER (115 5 5 IR 7 T 4 i X
T 1 (TCF1) [1)/)N B H IV 1 B9 1Y R B [35]. Axinl A g
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