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E T Wnt/B—catenin 18 BRI 28 SiE M 5 X1 2% O AILFETE
KR ONRARIEEER

FHE,  Hak,  FHhBk,  FER
(i NREBE P EERREFRE, BEpEith 723000)

HE.[BH)] RT3 AE b7 5 LS ILRE L (AMD) K R0 MU A5 6916 FAE R Zua) [ ik ] H# 60 2 X R AL A B 5 R
g, A P, Wni—C59(Wnt/B-catenin 42 5 3854 Fp 5 7 )20, A0 15 R, A PB4, Wnt-C59 28 K H R A A
KPR L LR T AMIBEA, BFRARRRIT ARG LS, RAEHE, PHAXKERT EAFT G R
6.48 g-kg'-d™, Wnt-C59 28K RHE § Wnt—-C59 30 mg-kg'-d”, BT KRB 20 K RAEF 0.9% FAH (NaCl)iz ik 20 mL-kg™ ,
R4, AHERE, FHRRSHREMN, KA FKE-FL(HE) 4= Masson §2 & EILE X F s WA LRI F R L, LA
A R A 35S B (TAT) 56942 3 82 (dUTP) # @ K 47323k (TUNEL) 3 &40 m) S pLaa fo A o oL, Sat e ke % % RS
B2 4% X R (RT-qPCR) 3 4 o WUZR 27 - Bk G BR A% &) 8% 3 (Caspase—3) . B & 4 i/ -2 A H (Bel-2) . Bel-2 X X%&H
(Bax)mRNA & ik, BEIR 5 I8 B AT (ELISA) i 4 i) o i o IUAR A% 45 A7 SLER B 285 (LDH) | Ak JUBk i s (CK) . CK F LB
(CK-MB) 94 %, & & % J% ¥F it (Western Blot) i 4 | 5 JLZE 2% Wnt3a, B-catenin & B-catenin ¥z 3k B 48 i, B #1 % & D1
(Cyclin D1). C-myc & @ &R KT [HER] HEFMAE, BAAKXRCHERTEZERIK, HAWNBCET RFEH, SMA
LHEF) FEL, AR @A T3 m, Caspase—3. Bax mRNA & iAK-F L, Bel-2 mRNA £ A K-F TR, fFhLs
HHAFEERLEAZ, SILALE Wnda, B-catenin, Cyclin D1, C-myc F & KX AT L EHFH(P<0.05)., 5AERM LI,
P2 A Wint—C59 2L K R0 45 AR1T 8] R F &, SIARHEFV R A EF, IRRFLRBRM Y, WA TR, Caspase-3.
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Bax mRNA £ A K-F AR, Bel-2 mRNA FA KT3I, o if s UG B T4 B KAk, SILLLL Wnt3a, B-catenin, Cyclin D1,
C—myc & @ £ X K-FHEAK(P <0.05) [ Fif] B A& o7 T aki@ 985 Wnt/B-catenin 42 5 i %2 & AMI K F -8 LB
KR AAERT; ZHOMAEL; Wnt/B-cateninfE T8 % SHak; AT; SPMG; KK
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Protective Effect of Yiqi Huoxue Prescription against Myocardial Injury in

Rats with Acute Myocardial Infarction Based on Wnt/B—catenin Pathway
LI Wei-Yi,  LIU Hong—Song, GAO Shan-Ying, SU Zhi—Qiang
(Dept. of Traditional Chinese Medicine Rehabilitation, Hanzhong People’s Hospital, Hanzhong 723000 Shaanxi, China)

Abstract: Objective To observe the protective effect and mechanism of Yigi Huoxue prescription with Qi—
replenishing and Blood—activating action against myocardial injury in rats with acute myocardial infarction (AMI).
Methods Sixty rats were randomly divided into sham—operation group, model group, Chinese medicine group,
and Wnt—C59 (Wnt/B—catenin signaling pathway inhibitor) group, with 15 rats in each group. AMI rat model in
the model group, Chinese medicine group and Wnt— C59 group were established by ligation of the anterior
descending branch of the coronary artery, while the sham—operation group was only sutured after opening the chest
cavity. After successful modeling, the rats in the Chinese medicine group were gavaged with 6.48 g-kg™'-d™ of Yigi
Huoxue prescription, rats in the Wnt—C59 group were gavaged with 30 mg-kg™'+d™" of Wnt—C59, and rats in the
sham— operation group and model group were gavaged with 20 mL/kg of 0.9% sodium chloride (NaCl) solution,
and the drug administration lasted for 4 weeks. At the end of drug administration, the changes of cardiac function
in rats were evaluated, histopathological changes of myocardium in rats were observed by hematoxylin—eosin (HE )
and Masson staining, apoptosis was detected by deoxynucleotide terminal transferase (TdT)—mediated nucleotide
(dUTP) nick end labeling (TUNEL) staining, mRNA expression of cysteine aspartate— specific protease 3
(Caspase—3), B-lymphoma—2 gene (Bcl-2) and Bel-2-associated X protein (Bax) in myocardial tissue was
detected by real- time fluorescent quantitative polymerase chain reaction (RT— qPCR) , contents of lactate
dehydrogenase (LDH) , creatine kinase (CK) and CK isoenzyme (CK—=MB) in serum were detected by enzyme—
linked immunosorbent assay (ELISA), and protein expression levels of Wnt3a, P—catenin and B—catenin target
genes Cyclin D1 and C—myc in myocardial tissue were detected by Western Blot. Results Compared with the
normal group, the cardiac function of rats in the model group was significantly reduced, the obvious ventricular
dilatation and remodeling, myocardial tissue disorder, obvious fibrosis, increased cell apoptosis were seen,
mRNA expression levels of Caspase—3 and Bax were up—regulated, and mRNA expression level of Bel-2 was
down— regulated, and contents of serum myocardial injury factors were significantly increased, and protein
expression levels of Wnt3a, P-catenin, Cyclin D1 and C—myc in myocardial tissue were significantly increased
(P < 0.05). Compared with the model group, the cardiac function indexes of the Chinese medicine group and
WnT-C59 group were significantly improved, and the myocardial tissue was arranged more neatly, the deposition
of collagen fibers was reduced, cell apoptosis was decreased, mRNA expression levels of Caspase—3 and Bax
were decreased, mRNA expression level of Bel-2 was increased, and contents of serum myocardial injury factors
were decreased, and the protein expression levels of Wnt3a, P-catenin, Cyclin D1 and C-—myc in myocardial
tissue were decreased (P < 0.05). Conclusion Yigi Huoxue prescription is effective for improving myocardial injury
in AMI rats by possible regulating Wnt/B—catenin signaling pathway.

Keywords: Yigi Huoxue prescription; acute myocardial infarction (AMI) ; Wnt/B— catenin signaling pathway;

cardiac function; apoptosis; myocardial injury; rats
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S0P WU ZE CAMI) J2 15 PR 8 DL A9 0 I 557 9%
W, WE SR EE S, TR ENA
AR, AMIER R R 2%, S5EHE N
L IRE I R HER R RALEAEE AL
TG A RSB VIR EY kA AL, JeA
K IR T B B S KA AR YT J2 i /IO AR T
FRU 23 1 PR &5 SR 1) dpe A . o2 i o 001 SR s
SR, R0 I KRB R, &Rk AJRYY
KRG HIRITIG , B DR IORFSET AR
RIS, H AR B B il O UL L 37 6 1) Asf R mT
RFHEER, RBCONAIMIET . Kk, S48
AR AMUIG ST I T3 7 s M2 ) 28 S d e,
AMILJE TriBEse “Be” mams, AR (R .
FHE ) BRSE R L I8 )T o 4 I LT
FHF B IG RIG ST e 0o . s ks A A A6 2.0 i
IR, AR PR S E ML, Y
H.o N5 PS4 a i, HA M )
B AN TG PRI ST R B, 25 LA
J7 AMIER T, RERE RGO UL A0 46 A L 2 it S il
(LDH) W2 AR i (CK) . CK [W] T/ (CK-MB)
M, e ARSI g AFREN, Wny
B— 1M H (B—catenin )17 5 18 #5500 i 1055 9
W) & R TR UIAOG, %5518 B 10 e 8 1 1 52
Wil 0o LA L () 34 00 . PR T S RAEAKF-, il i
15 5 5% TR 48 1Y 26 38 11 11 ] BURS B 08 I 3R 97 3K
SRR, ARFSE LA Wit/B-catenin {5 518 % N
YIS, SR RE A6 17 X AMT K BRUL DI g fngh
MR SEm , RIE X AMIAR GO LR 05 118 B AR
ML, BRI 25 RGBT .

1 #MHE 7%

1.1 SEIEZhY  SPFZ:SD AKRL60 H, MEMES,
6~ 8 JHIE, IRFHEE 180 ~220 g, W [ db 5t 4k iE F)
1650 B M) H AR A R 23 FI[SCXK (52 ) 2016-0006]
SCHG R BV B 2 KA SR S L [SYXK
(P)2021-001], fIFEHEL: HE20 ~25°C, BE

1.2 #3y. RFSNE A7 (EE30 ¢,
BIH12g, JE 15, F1Z15g, PR AN
T NRBERE ), F DT A B B B 24 700 R il 4
1.6 g/mL B4R K B, 4 CUKFARAE . Wnt—C59
[Wnt/B—catenin {5 5 38 E 5], Barhr 73850 ( 1

WA RRAF =5, 8% SI0OISEF497158]; A
Z 4L (HE) . Masson M I A% 1 R K Ui % 7% i}
(TdT) 4+ 5 09 B # B2 (dUTP) Bkt 0 K 3 b 30 B
(TUNEL) %t 3 5 & (P L fEAE AR A D 5
LDH. CK. CK-MB &5 & (Fg ut g sl A= 4 18wt
GEHT) s SR G . LR PO 2 R
HE2U N (RT-qPCR) F{E M (32 [ Thermo Scientific
ANED) s 518 (H ZK Takara 23 5l 58 ) ; Wni3a.,
B—catenin. ZH M & 1 D1 (Cyclin D1) . C-myc
Gt (I =8 AE Y H AR R A F]D) o KA,
Wbt —AEs) T 28RN, WA EE
Beckman 7 A 5 IX53 B %, W H H A BAKEL
Wr; ZUREEE UG 2R E0, W H 2E[E Syngene A H] 5
EEARAY, W4 3% FE Thermo Fisher Scientific 23 ] o
1.3 SESE#E 60 Hk Bl ML 75
MR TFARG . A iUl Wnt-C59 4, 4
15 H, B rP2h4l . Wni-C59 21 K e I
SCHR0T 5 %5, SR FA &S LItk 3h ok iy W =2 ik 57
AMIAERY 50 B AT UL T Bk ST BER TR TR
0.2 mV LA RIAT I i B T . 2R 5 g%,
FRIZE . T2 . Wnt-CS9HREAH 145, 155
14 R R o BT AR ALK BT I M s i 4%
Bo BURRTEBERG N 477 UH R &
Yoo BHLIK, 34,

1.4 SB/HGHE EHEF2R, PLAREES
6.48 glkg % TN M7 259, 25 2450 & Fi IR ORI 3
RN T T OB [ s 9 S (= A
Wnt—C59 21K U B 30 me/kg Wnt—C59, R TR
FRE AR 2H A L B 20 mI/kg 0.9% S ALEN (NaCl) 7%
W, 1Rd, FE4)E,

1.5 METIEFRSAHZ®

1.5.1 SHaedairen RKIRGAF2h, RHZ
S 35 R P SRS 45 41 R B ZE 2 S I 4 (LVEF) |
7 5 B G 46 R (LVES) | 28 S 04 K N 4%
(LVESD) Al /e % &7 iR W N 42 (LVEDD) . i 22k
W 3A~C B S, BOLFE,

1.5.2 HAHE THOBHEKAES, F4KR
RN, T4 CUKFEHRE 2 h, LA 3 000 r/min
(B0 12,5 em) B0 10 min J5 UL, HT
TR EBC A7 32 W R4 B (ELISA) KGN . AbFE R B, 235
OME, — BB 0 IELH 2L 40 o/ £ 58 P 1 VAR I
B, HTU R A, X THAZUE T-80 CHAT,
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HH F 25 H 4 % Bl (Western Blot) Fil RT-gqPCR K5
b

1.5.3 HEZ&#n IR ZITE 40 o/ L 2 R
WP EE 48 hm, ZEMKIETE . BRE SRk
JE YRR R, IR REES 4 um, Bl &K
JEATHE Y, s MRS RO IS UR S
1.5.4 Masson 3 &#ml  HAMEE . SwEEY) HH
P B RN A2 Ko B R €1.5.3” T, $9¢ M Masson
P G A E D BRI T Y 1, DB R A
LR AR LT AEAL TS I

1.5.5 TUNELZ# &m  H2UEE . B Al
fE . BB A K R R “1.5.37 T, A% 4% I
TUNEL 258 &5 09 25 B s B U0 7 db A7 e o kb 8,

JEE THOCR M M RIDR, TR R TR
(AD . Al(%) = FHMEAH MY S 20 AL x 100%.

1.5.6 RT-qPCR&#m  BUKFOULLILY, ffFEE
510 5 I TRIzol % i Wi 42 HX & RNA, i H
RevertAid™ First Strand cDNA Synthesis Kit 1 % 5%
R &G cDNA, 1ERPOLERBRR . 51975 W
Fl, M ZF: 95°C 5 min, 95°C30s, 62°<C
30s, 72°C30s, P40 MG, feJa 72 CHE
10 min, 4 °C 5 min &1k N . LR EE 3K,
R 274 2RI A H P mRNA AR ik i

1.5.7 ELISA E#a  BOKRILE, ™%
TR B 1 B A5 A A I L3 LDH . CK-MB. CK ¥

A~ Bl
o

%1 PCR3|#1F73
Table 1 PCR primer sequences

24 EmGIHTEI(5°-3) KI5 19751057 -3") K (bp)
Caspase—3 GTCTGACTGGAAAGCCGAAACTCT GAGAAGGACTCAAATTCCGTGGC 304
Bel-2 GGCATCTTCTCCTTCCAG CATCCCAGCCTCCGTTAT 442
Bax TTTGTTACAGGGTTTCATCCAGG TTCCAGATGGTGAGCGAGGC 492
GAPDH TGCTTCACCACCTTCTTGA TCACCATCTTCCAGGAGC 136

1.5.8 Western Blot ix#&m  HUORFBUOIEH L, if
VS 20 0 I 2 W AH 4L EE 1 R I G 2R Ak B2 (BCA
%), S loading buffer 2] . 2 b 8 A8 M
BUE A E AT T e AR R A - 2R DY M I e
LUK (SDS-PAGE) , ¥&[RJ5 £ M 2 ho SRR R
fii 38 £ 465 (PVDF) i 8 T 4 “CH 8L F 7E Wni3a
B—catenin, Cyclin D1, C—myc—HiHiBE(1:1000)
WEH 12 h, TBSTZEMEYE. L PVDFRE T
FPUR g PR (1:2 000) 1 37°CHEH 2 h,
TBSTYRMR, H495) I & A6, 7508 T BN
BAH BRI . LLGAPDH AN S, LIHMENA
K EEE 5 GAPDH R AR Y HU(E R H & Y
AHXSRIKIKF

1.6 SitHiE  RHISPSS 25.0 G b 7 8
M, TR IR « A2 (x 2 ) FR, ZHE
A Ll 3R F B R 2 7 22 53 B (One way ANOVA)
PR FE R LSD—e K ik o LA P <0.05 22
SAEGIFE .

2 &R

2.1 BAKXKBOINEEERIEE £245RER,
BRI L K FUL I REFE 5 LVEF 1 LVES #{% F5 F
AR, LVESD #l LVEDD ¥ & T % T R4 (P<
0.05), Mith242H . Wnt—C59 40 LVEF I LVFS {53
o TALALA], LVESD Ml LVEDD {f ¥ i T A1 41
(P<0.05),

F2 FJEKXROINBEIEIRILR

Table 2 Comparison of cardiac function indexes of rats in various groups (x+5)
215 & () LVESD(mm) LVEDD(mm) LVEF (%) LVFS(%)
BTFARA 15 4.53 £0.79 6.90 + 0.95 78.69 = 4.72 42.55 +3.39
FEARIZ 14 9.20 + 1.37" 10.49 + 1.39" 38.57 +2.09" 16.68 +2.25"
rhzh 15 7.09 + 1.14™* 8.55 + 1.19"2 55.10 = 3.13" 24.32 +2.48"
Wnt—C59 41 14 7.16 + 1.20"* 8.64 +1.21%% 56.67 =3.01"? 24.79 = 2.26™

DOP<0.05, SEFARAILE; @P<0.05, SHEAIH L
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2.2 BAXRONARREZTHLLE K145
RER, WTFEAREONHALGEIER . 5B, O
WLAR A3 5) . AP, fEIEWAT L, xS
MU 2oy, A IR SE R, FRor s H A
DEBEANRIFAL ., SRFARALE, B
NI Z HE e a5 sk, A A e BE AN T
FAm e ir g, AL HEY) 2 50 2= AL . P
W, FEEE RAEYIMIIE T, Masson YL {f i /n 24T
RO LSV B s, FA e R 2 0 I
LRYE, M RERE, AT R A A
SRR R, HE Yo g om 2540 Wnt-C59 41
OB 5 R 55, H M EES), £

e

ksl A
b. BLAIL

HRAEANMIR I, IS IS S B RS-, Masson
Yo, R 25 40 I Wint—C59 2H DL 21 (60 LA 41
RE, WO ARG W

2.3 ZFAHAXBOMMERABATERILE K245
R, TP ARARF O T, S0
MUAZ 2 AFAE Y FH PR e LA i, T ASE AU 2 K BRLC
JULZ L AT {H % PR AM: 2t 40 i i 1 o 258 TR
R (P<0.05), T4 . Wnt—C59 41K K0 LA
J ATAE Bz FH 1 % €0 240 At A5 34 25 (IR T A 2
(P<0.05),

2.4 BAXBOIFETHEIXERE mRNA RikKE
bbdg 345 IR AR K UG WL Caspase=3 .

Sl
L PR

c. PG4 d. Wnt-C59 2

1 BAXRONARFETU LR (HELEE, x400; Massonkfaik, x400)
Figure 1 Comparison of pathological changes of myocardial tissue of rats in various groups
(by HE staining, x400; by Masson staining, x400)

a. flFAL

b. A2

c. Ty d. Wnt—C59§
A. TUNEL FHPEGL A3 A5 5 B. Al T 484k (AD)

25+

20

154 @@
e —

Al(%)

10

0= T
BFAL AL 4 Wn-C5o4l

DOP<0.05, SIRFARALLE; @P<0.05, SR A

B2 HHXROMMMEATERLE(TUNELE, x400)
Figure 2 Comparison of apoptosis of rat myocardial cells in various groups (by TUNEL, x400)
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5 - R =, 300 ; o2
) = A A 0 L T
=4 e 2 = 2]
= B3 Wnt-C59 41 & 200- = Wni-C59 41
X o =
= o) 8
* o YTV jricy
=2 s = 1001 020®
~ |
=19 i
o £ o4

Caspase—3 Bel-2 Bax
DOP<0.05, SEFARLILE; @P<0.05, SR
H#
B3 FHKXROCAIUATEXEREMRNARIAKFLLER
Figure 3 Comparison of MRNA expression levels of rat

myocardial apoptosis—related genes in various groups

Bax mRNA ik K-V 3 5 TR T R4, Bel-2
mRNA F ik AKF B Z N FHRFARL(P<0.05); 5
TR 2 L, v 24 2 A Wnt— C59 2 Caspase-3.
Bax mRNA ik 7KFEFEMK, Bel-2 mRNA Fik K-
THE(P<0.05),

2.5 &#8HAARMFELDH, CK. CK-MB & &
bbr  KI4Z5 R oR, BRI KBRS LDH, CK.
CK-MB (& 524 8 35 5 TR T AR (P<0.05), H

A BFARL Bl P4 Wn-C5941 B

Wnda S SR S 10D
Bcatenin | M M —— 02 LD

Comye S R . - 0 <D

—_
wn
[]

2

EHERIESIY/ S

LDH CK CK-MB

OP<0.05, SHEFRAHE; @P<0.05, SR
HeAs

B4 FHHAKXRMECIBRGIERILEER
Figure 4 Comparison of serum myocardial injury
indexes of rats in various groups

M Wint-C59 411074 LDH, CK-MB. CK # ity
BEMRTHAIL(P<0.05).

2.6 FHAKROAEZL Wnt/B-catenin 18 B 6 %
EBRIELER KSR TR, RELUIRR.OIIH
21 Wnt3a, B-catenin, Cyclin D1, C-myc £ H 3£
BAKPERE R TR T AR (P<0.05), 2y
Wnt—-C59 4 Wnt3a, B-catenin, Cyclin D1, C-myc
HARBAKPE B F TR (P <0.05) .

N - T ARG
. @ =Tk
mn 1 6
@ ) @ | EEo
=IWnt-C59 21
1/ ) )ch;
D D) DR
D2 e V)l
(00
D2

Wnt3a [3—catenin Cyclin D1 C-myc

A. Wni3a, B-catenin, Cyclin D1, C-myc. GAPDH ) Western Blot BBk 5577 ; B. Wnt3a. B-catenin, Cyclin D1, C-myc

HEEHN KK

DOP<0.05, SEFARLLE; @P<0.05, SHEAILHE

5 KAKRFROHELRWnt/B-cateninif iEEX T B RIALLE

Figure 5 Comparison of Wnt/B—catenin signaling pathway-related protein expression in myocardial

tissue of rats in various groups
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DA s AR IR 200 19 AL, S

HETT- S BOUMAB AT A, (A0S, s =2k
AR, s, ftkA%, Wik, “4
7RIS AMI B EEE . IR RAT IR, B
AT IMACHE . AT ITRBEY 25 05 IR T AMT
RN TR, BeE DY ERIRY T s 2R AMI
IRI7 IR 5 20 AR ST B 9 6 3 17
e, ROV H 2, AN, MRy, ]
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WO FEFTM, JIE RSN TR R
e, RERE, 2. IR, WM E N, HhZs
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LVEF. LVFS. LVESD Hl LVEDD J&Ilfi FRIGJ7
P TP OIEDIRERY H bR, AMIAR RS, WO
JUE e i o AT ik 0 SRR, X SE U H AT
O BE RN, AWFFEEE R TR, BB KR
OIETIRE B FRAL, AU R.O=Y RMmEN, 4
SR 11y N = RIIRY 12 A5 R S Ny
5 40 458 3 R ) R 5 B M e A G LDH., K,
CK-MB S b WAl Lo LA £ 0 52 ML 0 ) 8
) E 0 U, B T PR A2 WO LR S
P ARIEEER R, B LDH, CK. CK-MB
R E RN, 45 S I ) FE AR M TE LDH
CK. CK-MB &, Al B R FLO LR, I
BOMAL T AT . Jioh, BB KL
JULAH LA T S, T I I DT BB e 4 i O
7o, HiX—H 47 Caspase-3. Bel-2, Bax mRNA
FEIR PRI AR B IE . Bel—2 ZR0 i B ™ A% 4%
A TE 8 A MRS PE A A SE T B, A
PUR T3 H Bel -2 FMfie i T-HYRL 0 2 F Bax, Bel-2
H1 Bax AT H: ] 3% {2 98 T~ 25 11 Caspase—3 J Caspase
KGR HABH 7, DI BT LA A8
Rt R o, BRI L Caspase—3, Bax mRNA
FRKETHE . Bel-2 mRNA R EKCEEE, 255
Wy al Caspase—3. Bax mRNA IKE, A
Bel-2 mRNA K-, 7R 4 Ui L7 Al i AMI
Ery oW AR T

Wit {55 18 B o) R e Pl 9, T
P NSNS W 1) 22 o AR BRG  , JBOTE AS [)
(55 S, 28 Wnt {5 Sl B RS0 5
ONEBERAEDE, tnAML, JBE. O, OFAR
F+ M KRR AL A", B—catenin & —Fh i 17 4
e sRAEL R IR F, IZ A T R A ]
PO RS, JRERAZ =W IIEE, WX
3 AT RO R A S B £F e AR, BB O )
Ry, PRI, EERZAE T 30 R R A
S HAODIEGRIFPE R, AT R s, B
HIZH .0 )L Wnt3a. B-catenin %) 2 35 9% B & LA,
B—catenin L FE A Cyclin D1, C—myc 25 F 35t
Z BEFb, 2SS M7 WA T Wnt3a, B-catenin 36
i5, PB-catenin [HIIEA Cyclin D1, C—myc £ H 3%

KR Z Ik o R T 2R R A I AR
HIBLH, AU AE S g RIS T Wnt—C59 Xt
MEZH . Wnt—C59 & —FRe SR ET X Wnt 55538 B 1)
INFTFAL AW, P IEOE I Wint/B—catenin {5 5
W, TEME o AR AT R, HIRYT
A NI R EE e, 25 EIR, Wnt-C59 AU
il T Wnt/B—catenin {5538 B 135 £k, [ 23
TRECDAETIRE, WO WL 5 A0 0 AL 40 B O
T2, BEARIME O NE548R LDH, CK., CK-MB /)
T, g AUE T AVE I RCR 5 Wint-C59 FHALL,
HE— 2 45 n 25 AT I 5 0] R I A 3 WnwB-
catenin IR 12 & FEXT AMI K O L 495 B 18 52 el
HVEH.

ZE brid, £SO T B AMLIS BRI
KEC WL, HAHLE W] 685 84 Wn/B-catenin
WA, MhizEE R R EE A E S
WK Y, R —2 R .
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