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Wnt/B-cateninf{s S 18 B& X 40 A T FNIAFLBY
BiE R R

KELT R T RBRA
('PUHRBRF L E W BRSO B R SRR, AR)1) 750021, 27 UK S A dn Bk 22 e, #R)11 750021)

FEE Witz 5B 2 — 45 mI i I o b A UK T4 2 040 4 B3 EAR T 0945 Sl 5k, T
£ 9,45 Wnt/B-cateninfz 5 i@ & . Wnt-Ca>' 1z 5 i@ & An-F & 20 O NEAE T8 3%, L&, A2 Wnt/
B-catenin{z 5 K M R A= bm 065 75 E G F R IR A RN, TLEAE S, Wnt/B-catenin{z 5 T 40 L 412
e R A4 R B A P E b, AAGE L P Survivin, Cyclin.  C-myc3F 2 B ¢4 & 3K 37 4] — 2k i 5 20 oL 8
T, ® BT @i FiRIRA T & ABIM. Baxfe FiA#/A T & @Mcl-1. Bel-x169 & i& 2 kATt e
. R, 213 58T vAd i dp ) b R B T g3 B ik, 5T T 7% M R (reactive oxygen species,
ROS)#) A& B3R FLAH K & & PARP-169 & & K37 %) 4m i 3R 5L, % X4 Wnt/B-cateninfz 5 %t 4m it /B
T AL R A= AT R R AT 4704

XK##iR)  Wnt/B-cateninfs 5; 4HHLIH T AU A 50

Progress in Regulative Role of Wnt/B-catenin Signaling Pathway in

Apoptosis and Necrosis

Zhang Jiamei'?, Zhao Ning'?, Wu Xiaoling'?*, Deng Guangcun'**

('Key Laboratory of Ministry of Education for Conservation and Utilization of Special Biological Resources in the Western China,
Yinchuan 750021, China; *School of Life Sciences, Yinchuan 750021, China)

Abstract Wnt signaling is an evolutionarily highly conserved fundamental signaling system which
governs cell proliferation as well as homeostatic processes. It mainly includes three distinct signaling pathways as
follows: Wnt/B-catenin pathway, Wnt/Ca®* pathway and Wnt/planar cell polarity (PCP) pathway. Important roles
of Wnt/B-catenin signaling in inflammation and cell fate have been well documented. It has been proved that Wnt/
B-catenin signaling pathway plays a dual role in regulating cell fate. It not only inhibits some tumor cell apoptosis
by regulating the expression of Survivin, Cyclin and C-myc, but also upregulates the expression of pro-apoptotic
protein BIM and Bax, and downregulate anti-apoptotic protein Mcl-1 and Bcl-x1 to promote apoptosis. Moreover,
the signal pathway can also inhibit the necrosis by inhibiting the excessive secretion of inflammatory factors, and
reducing the expression of reactive oxygen species (ROS) and necrosis associated protein PARP-1. In this review,
we are narrating the research progress in regulative role of Wnt/B-catenin signaling pathway in cell apoptosis and
necrosis.
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g5k

Wntf5 5 18 2 — SR AR AL EARRHR ST 1G5
B, BAET ZMEERRL, MERE A
Mo A AT AR IS A 35 B, 6 AR A AR )
RKEBAEMZINE A A RIEEH . Watfs S g aT
AR H T8 B2 ) P A2 5 A 6 B-catenin PR A6 170 43 9
KK, WP 2 i@ B (Wnt/B-cateninf5 5 18 2% F1 JE &
38 P (B Wnt-Ca® {5 5 18 B A1 V- 111 20 f Bl 1415
). Hr, Wnt/B-catenin{s 5 i # K H AT )
T2 M T A A R I P AR S B R B, Wnt/
B-cateninfg T AN S T RIHEG &K & id 2+
ik A 2 JR 8 T B, s f 48 R ) B R A
BB X, M H T 4ER N A L R AR e, R
BT R T 4m R o AR E AR = 1A, Wt/
B-cateninf& 5 5 2 My B UIAH O, S B9 K AT
ST T A BB AR KR, 405E
=77 FRIAS [0 8 A AN [R] 2 0 o 20 L = A
WA & &% H i S8 12, Wnt/B-cateninfg 5 7E X
SR AR RIS /E R o AR Ui Wnt/B-catenin
15 50 4 M T AR U R IR 45 0T 7T R A — 2R .

1 WntlE 5% SBEK

19824, Nusse%527E /N B AL KRR 3 5 15
ANER AR FL IR RS AR e R RAR — RhE  A,
124 K 5 B ) IR iR K & B K Wingless(Wg) IR UK,
T S Wit K] o WntRE R Bt 1) PG A JE 1 73 5055
73 WA 5 20 B B ) e A 32 A 5 6 DA T BB 4
LA BB RAE 50 1, IR R R IL . Wt

X 3
&

LRP5/6 &

OFF

Frizzled

nan

W REE A, & —BE Tk &238024 M B
RAFIE R IR R L . ORI, FHEsh Y 2 b
A0 Wt R K, AR 16MP, AR [ Wt
e AR B FLUE PR 1 22 57 W] 20 P R Wntl/wg Al
WntSaZ. Wt 524k =25, BRI 45 gl 25 H (Frizzled,
Fz). LRP5/6 filRor. Ryk % “*), Wnt {5 5 i i
/b0 4 R = R 2 Wit i i& 42 (Wnt/B-catenin
pathway). Wnt-Ca> {5 538 I A1~ [f0 41 i A M 0 45
(the planar cell polarity pathway, PCP)1*', FL /1, Wnt/
B-cateninif 2 & W 71 i 2 2 B NIR AN — K18 4%
1.1 Whnt/B-catenin{E S4& SR
Wnt/B-cateninf{s S5 IHEE S5 T MM 2 Fh Aoy
BN, ALHEGH M T AR AL S 2 . Wit/B-catenin
{55 10 B L 2 ERLAR A Wnt3a, 5248 NFZFILRP5/6.
Fz Lk &, S5GHE A B2 R 45 A k.
LRP5/6 24y B Ik 5 5 A % 5 i 2 32 AR A0 5% B
o YRS g0 E R Rt 2 kg &, (550
22 4% 15 45 B-catenin, FAF 4 H L) T AE 40 ML A% A A
FIF A AH G ZE R FR 38, T 523 Wnt/B-catenin
Bo@Er/ERY. wEI1FR, f£% A B3 Wat/
B-cateninfs = i 1%, HI4H i 4 T WntdE H B, 41 B
I () B-catenin [7] 1 25 [ (axin). HRJE 45 1 B A& A
¥ B3 (glycogen synthase kinase 3, GSK3). 4l
I JE 39 1A A4 R R 440 3] ST 1 1 (casein kinase 1,
CKDIL AT k2 | 0 E 60N, %8 & ko g
B-catenin, M\ T 15 41 A P ) B-cateninkk T — /N &% &

(adenomatous polyposis coli, APC).

LAY i

[ B-catenin

| B-catenin I

()

TCF

Target genes
transcription

E1 Wnt/B-catenin{E 54t SiB K E (IR 1ESE k[ 7118250

Fig.1 Overview of Wnt/B-catenin signaling (modified from reference [7])
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BARKIK o 440 B/ Wt 5 4 B 151 1 32 4R Fz
L B 2 ARLRPS /625 G i, S2ARBIH A X £ AE T
% #L %5 H 1(scaffolding protein dishevelled 1, Dvl),
Dvl 5 HAth A ¢ 8 L — ks B-catenin N FF i &
EW) ROk, {#B-cateninfd B — & FI I R, I
HgE N4 k%, 5 T8 i R /b B2 38 58 X (T cell
factor/lymphoid enhancer factor, TCF/LEF)4; & &
B A W), M IR 45 BE (R % 5%, {8 Wnt/B-catenin
5 IEEIE . BT L, & 8 Wnt/B-cateninfF 5 18 %
Al MEHE N Wt 5 52 Ak 45 & — B-catenin M F& it 2 A
Y b f# B — B-cateninfi R A% 5 TCF/LEF 45 & — 1
2 B L DR e SO0,
1.2 Wnt/B-cateninE S @I SKEHRXH

E PR KR E ) EZEE 5 8 5%, Wt/
B-cateninfs 5 i i — HH B 0, 0T BE 2 41 i
SRR Dy R AR R ) PR A B AR . B AT
2R B, Wnt/B-cateninfg 5 18 % 47 75 1 [ 7] T UMLK
Z R B, R RO % O
PR M RE S . H A, Wnt/B-cateninfs 7 1 % 5 i
i (8] ) 9% R O I AF SR I B S 34 . # 40E, Wt/
B-catenin{ 5 18 6 A Ef ¥ 1%, 070 f A5 e 2k R R 170 ik
[A], IX LEFE R A 4% Al 4> INAPC . B-catenin, AxinZ§
M RAE A 2= SRR S B, X5 MK
AP, iR B, B8 HE.
B g I 25 B e S5 2% o 2HL 2R A i b, 0RO HH Wnt
A FIWntd B8 AH 5 7 T AR m ke w7 R I,
2t g B e 10 % A 5 40 B Y B-catenin AR 22 KP4k
2 LA K APCIK RAZA R, Wnt-27E K 7y I K & 1Y)
2B I ERIA, WntSafE ALIRE . K. il
e ATAIRE . BEFBEPIE RIS AMNEFR
RI, Bitides 5 Wnt/B-cateninfE 5 18 2§ A7 7 ¢ R,
Wnt/B-catenin{s 5 18 2% 55 A FEP2 905 I H 8 2 [8] 1)
KARIBW AR 7R, X A FRA TR 1) 1977 A% i 2
BT RS RIR A I, 7R B R, T
I Wnt/B-catenin{s 5 i i 2= {2 1 41 i 5 h S 2 7 715
T EEM . H AT, Wntf5 538 B O A #E R i g
FERNEIT 1977 Nz —, CFEA MK B Py I8 %
1% 1 & H 7K P, B-cateninsK “F- A1 #% P TCF/LEFs-B-
catenin & & A& KF 15,

2 YRR FNIRGE

e TR, R E S

HENDETWr B M AE T2 T 22 4 i A ) 1) AF
KK EME SREHAFEEE X, RIEEASFER
AE4H F 8 T 43 N I T2 (apoptosis) Al 41 il B2 /7 P 3R 3E
(necrosis, Nec)o ZH MY T24& — 33l Y H JE P ok
JE (1) H B &6 R AR dr I AE, it DL PR 4 i s
PEFE T (programmed cell death, PCD). 4HH0IH -5 &
TR TR T /Ml e 4 e s, Bl CAZ AR 1) A 25
YIA = HCE A PR BT b, — A 2 51 B RIE I
Mo PR U 2 FE A I AE AR v A B A TR
B R BT S R AR T, st
AT, AR HIFET: o AHUT R B 78 K —Fh
B AL T T X, BN AR P SR AR, e A
53 A LA JESR B TS A, (H 32 314701 1)
ST AS 5@ % A 4%, WA FR AR At . g0 R T
FIZHHUIRFE 30 S 5 4T 1T e B0 1) K AR
2.1 “ARAT

Kerr5' E 19724 B It 1 40 i 123X — ik
=, EAFE T YIRS . A Ak AR TR AN A
AR, SR 5 2 R B, O TR, s k4,
5 9 5K IR IF S IR R, SRR T R AR
A, A% Ge o % FE I =y 220 H Y B SR AL A 12
SR 5% G € 0 W SR R INAN TR IR B, 5 R e i
AL L, AT A LB P A B . AR B
MR AR TV 2R ECGHIR R, R —
5B, T RCERAN IR T2 /M (apoptotic body), 1
T /MR 2l A1 1 B 2 i e e Mk T AR . 2
P T2 P 52 5k DR 4% B I 72, Caspase(JhE 4 Ik I)
GGEAT M ML T2 R 2 G EEAE I, AR HE X Caspase K
TR BG4 T 4B B T A2 4 A AR =R 3K,
2.1.1 MRMEBR(RARER) LR
FEFTEBCRE R L, fE40 M TR A E O
BAEH. M0 2 tDNAS . AN . X-
WE. WITH). ERZER R G, L&k
A A0 ST — 2 1 DR BAH g Ik TR/ 1 O e
-2(B cell cymphoma/leukemia-2, Bcl-2) K5 /E
FH, Bel-285 R 1 75 Sk 4 5 f A7 i A2 48, R IR i3
THBax . Bax# [, {2 1 41 i 4 2 C(Cytochrome C,
Cyto C)» Smac/DIABLOZE [ J& 4t i I3 -5 5 Al
(apoptosis inducing factor, AIF)55 [FIRE AU, £k {4
i CaspasedfUis Bl -, 28R4 #5155 s A7 (A w) 1 7H
I RN 2R ki K 15 135 5 32 fL(permeability transition pore,
PTP) (1) 18Ufs Cyto CANGRL A4  RBE i, (7] B 3 i
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[ Caspase-9, MM & 2 T-F2 720, 4 f €4 2 CIY
FETBUE 20 B R T2 s D 3R

212 SMRBEH(RT KRR R
PR BT 524K, WiFasF IR SR AL IR T 52 Ak X ik
(tumor necrosis factor receptor, TNF-R)5| & FH /5
P TR AR, 2 H AT AR 2 A T®A. S
T2 AR RS SF AR P T2 RN, FE T AR A e 8
Caspase-8©'1. 7% 1t )5 [ Caspase-8 1] LLId it 5 ik
AR RPAT I 12E 40 ML 8 T I Dl e (D)ZRRL AR A 5 Y ke
1%, B Caspase-8¥i 28 M AR I Bel-2 5 i 2 7 - &
H, 5 BRI PR A (1) 3t 2 D% B3 25 11 1) 38,
T R TR K 2 ) 4 Jf € 2R C; (2) B R A AR 2 i
12, BIVEAL ) Caspase-8 ELEZ T I~ i [ Caspase 5K ik
5y ¥, 5l K Caspase 5 e I 2 1B S S, AT 5 62 2850 1
H H Caspase-3# N BIE 5, 5 FEAMBIH T .
213 A MiEE P BT AN o i B R T
Yy, [EI 3035 1) 38 A0 N Ca> W FE I RS e . B 9T
KB, W NEA M T R R AR R . 2
5T X Ca 1 #6738 3 i A sl 2 R e & SR B )
HERR, RO, gl B s T2y .
MR TG SR AR A T, 28 N i
WX B T & 4 F [F]Bap31. IRE1#K (4 M Caspase-8
TR A2 AW, 76 T Bel-23t M 1E H T 4 ki Ak,
5 R R R S Eo: Ry = Pv) I U S K 51 e =1
th, Ca® FTREXHE T HEAEH, E1F 2T
[ 40 Jf B S5 R Ca? W BERF 42 BT F, X YR T4 i 4 Ca>*
fR) A A P JE I Ca () R T, X P RGBT
DAL DX X T 4 ) T ) L R

DNA damage

!

PARP-1

|
AIF

|

ROS

!

NAD*. ATP loss

T~

2.2 YHARIRTE

AR AEIRBE ST, T R 1 B IR 4 i SR BT ik
sefe VA USR8, A0 AE T A& 5 B & A R Y
A4k, RN R EE G . A A AR
JHC A e 2 A [ 48 B 2R, R 4 T AN I 25
R dHMRA L. R 20T e kAR RORE IR
Y0 AE 7 IR BE 2 EdingerSE P T-20044F 7E A FL R I
A S 10 I B T R P 22 3R AT A 9 B R UL D, 4 i
AL AT B B E R LS. B — R
HJ& TTNFSZ AR KR BE T 25 R, 0T 24k
5 ARy e VERCAAR 45 6 5 i JA Sh IR BEAE T i .
TNF-os2 35 AR SE I EZ R R 2 —, Rl B
M= A 1) 22 R A R, e SRR T, BERETS
S T, MRE T A IATE. HCyto CRETBLA K&
CaspaseZ 5 [ Bif, TNF-afft &5 FAMHA T, 24
Caspase () 7% V4 7 F, 40 sl <t BIRAE T, EDAS
WA - Caspaselif M (1) 40 Il 48 1 242, FRONIRIE
L E B R R AR MR TR A LA R IS
2.2.1 PARP-I§-#9fmieinst L& RiikHLAE
SRR, AR T S B AN R A IR ] i e R i
ok, B AL N 40 M k% b, 5 2 i ADNAY 45 14
% T W R IR A% BE 5% & - 1(poly ADP ribose
polymerase-1, PARP-1)f i B 7%, PARP-1 1) B
XA HEATF R [R]SF, PARP-11 B0 14 AT {2
HELRLAAR = A5 35 14 % (reactive oxygen species, ROS),
Ja & X 2 W RDNA S [ FEPARP-1, it B 15
o fiT LA, PARP-1 R0 24 3 S04 ANAD /b
ATPREAIS . ZH L e 5 FE 38 S D gk 4 i i IR AR (K12) .

TNF

!

RIP1/RIP3

!

Glycogenolysisi

Glutaminolysis

!

ROS

~

Necroptosis

[El2 TNF-«FPARP-17" FHIMIAFE F IR TR R (IR 1B S SCRR 3011220
Fig.2 The necrosis pathway mediated by TNF-a and PARP-1 (modified from reference [30])
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222 RIPLi# T 5RIP348 ZAE A A ¥ @ e 3R 5t
AR AH HAF H 5 F (receptor interacting protrin, RIP)1
M3 AR IS 5@ B AR O AR E
HRIPF ji% H At 5 51 A [, RIP3 5 RIPLA — B Ry ik
)8 A AH B FH X 3, 9 A ELAR S RIP LS R AL,
KA 15 S 5 &) . RIP3ZEAE N (s, W
B IR AL . A 2k e & il AN A 2 R i A 5,
IR S, XLl 2 5 = R 7 AR it
EIEVESE, SR RIS, B, dokifh iR
B AR R ROSA T T TNF %5 3 [ CaspasedE Ak
5 28 PR 4 B A BT

TEAR ZAE 00, A M08 T2 A4 M IR 8 2 SR A7 11,
HA PR A4k, 540, TNF-a. FasLZHI A5 &
SR T, AT K A IR BE, RIP3E N —AN 01 IF
R A B A o R 1 AE T T :UP, RIP3AS B2 M RIP 1A}
SR T AR, ERIPIAY T 15K B8 BT 4 75 14
Y Caspase i BH 1 5 Caspase i #fi [ 18 6 A B 1E 5 4
WOE I, AR T8 2 15 B b i BE T 7 R AP

SE NI AET 7 A e e

3  Wnhnt/B-catenin{s S 18 & % 40 ftd & 1= F0
RO

Wnt/B-catenin{z 5 F A 2 M Rl EE ALY, (045
P ) 40 M R T AR R R R, — B Blix Se L A, 4
FLAE 22 JA B T BUARFERE 7. T IX 8 T B Y S B
S 2 I A R T AR AR S, B TN T W/
B-cateninf 5 X 40 A 4 T2 14 1 45 1E B R EL 3 £,
55 i 5 24 1 369 58 A5 0%, Wnt/B-cateninf{s 5 2
50 A AR T RS T LA A B A
3.1 Wnt/B-catenin{5 518 & XT 40 R T AU RS (E
H

BF 98 & B, 7 % 40 B Wnt/B-cateninfF 5 &
F0 1) 40 i R A2 8 T2 Wnt/B-catenin/g 5 8 B 1 T
e 0L e R v B 5 A 40 i A S A OC B R Cyelin, 57958
FE K C-mye Survivin, & W K A4 K Bl ¥ (vascular
endothelial growth factor, VEGF)#& [A 45, ‘B4 5
JHRE IR R A R R V)R &, IR e BN S B S,
M2 7w W AE . Survivingg T 0 ) KR
il Caspase 514, 1M B-catenin X5 41 o 2l b A 5%,
SurvivinFlB-catenindt [7] 7E FH 5l 2> {1 2 e 41 i ) 1
F. 54, 4 A A W ER H Cyclin-D 1 575 LK i s

FEK C-myclI 232, 12 (2 3k 40 B i 52 38 5, 0 i) 4
MBI T PEARGE, 22 AR EIR G S 1 IR T
ZHE RS A 2H 2R e 20 27 Survivin A B-catenin
13RI, KB IE & 4 23 # JESurvivinFl1B-catenin
(5 1 ik, AL 4L b o Survivind ik, H20%
B-cateninth L 7 KA, 1 7E JH i 2H 23 1 Survivin
FB-catenin ) 57 & 3 1A 15118 2160% LA L, P& H
R £ IEA KK &R, L, B-catenin'F:
SurvivinF& R [F) 15 /K42 15, Survivini@ i 520096 41
J R T A B, £ bR R AR R AR

2¢ I BTiR, Wnt/B-cateninfs 5 18 i $01 1] 41 i 7%
ToRE M (e i e G . H 5 Sk T H, SRk
4 M 1 Wnt/B-cateninfi 5 i 2 148 7] {2 2F 44 H 11 04
T, 15K 2 50 R 1 8 6 30RE K IA7 /£ B-catenin, —
H B-cateninf) & & T P, K2 3 HR M R A %
TR FR RO 2 T R R 3R 40 M B Wt/
B-cateninfZ 5 I8 % f5, 4 A B4R 98 T K -7 BIMIY
KL A, [E R P T Mel- 11 K A
B-catenin® 175 T E A KA T2, X — 5185
T I A T R F R A AR AR AR A R
T8N\, 4 AE R S U4 B R b, TS Wnt/
B-catenin{ 5 8 & % 1 MM Caspase-3 1113 14, B2 i
T AR AR T, AT A /N 2H e O U R T R R
4 i (bacillus calmette-guerin, BCG)/E 4 J&5 ] /) B8
W5 41 B 1) Wnt/B-cateninf{s 5 i@ % J5 & I, Wnt/
B-cateninfs ‘5 F b U B 8K Gy (1) B WR 41 g 1 2 A
T2 8 ABax KL /K. F P 128 ABcl-xI
AMel-1# A 7K, I3 3) £ ZE AR M T Caspase
b5 Kol RV U S SV 11 DR S A N R DA
Caspase-3fJ75 1k, M55 S B e 40 fo 4 72058,
3.2 Wnt/B-cateninf5 S 18 B X MR SE HYBIE(E
H

I M PR B0 TC 18 2 7E A2 Bk 2 s B FE A
EHEHREREEH, A RARERFETHE S AT 2
PREE FETNF-02 T B Lo 41 i IR 38, XA FE A &
T S 5 18 4, Wnt/B-cateninfs 5 7F 1X L8 {5 5 1H
% EA AR AEE R . A MR A IR AR S R N A i
SREIN BN HN G, GRS SORE [ B . BT B, 9802 2 )
INTY S 458 1) 9 0E I M B — S8 B A S F B, H
B, % T Wnt/B-cateninfs T 52 5 2 5 — L0 5 (0. 45
T RE P AE B IR SE R R, AR/ A DGR E, HARH
FEPARP-13X 2% I8 JEIE % I, 52 5 2 5 i} ##RIP3,
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Frizzled

FTAYL

"G

-
\

Wnt signaling cascades

PR
//

Cyto C

PARP 1
@ RIPI/RIP3
Apoptosis Necrosis

Wnt/B-catenin{ 5 35 B2 38 i 8 5 40 i B RS B IR Cyelin PR T2 00 ) 38 PR Survivin 1) 28 15 40 1] — Se98 20 B AR 125 @ i B I2 8 T2 2 I BIML,
Bax Al A H0 I8 1 8z I Mel-1 82 TA (2 1k 4 A 1 385 #0128 M R TNF-o 0 BE il T e MR SR OS 25 & 41 i 4 24 5
Wnt/B-catenin signaling can inhibit some tumor cell apoptosis by regulating the expression of Cyclin and Survivin, but also mupregulate the expression
of pro-apoptotic protein BIM and Bax, downregulate anti-apoptotic protein Mcl-1 and Bcl-x1 to promote apoptosis. The signal pathway can also inhibit
the necrosis by inhibiting the excessive secretion of TNF-a, and reducing the expression of ROS.

[E3 Wnt/B-catenin 5 S 18 B X 40 i A T AR T HHE1E A

Fig.3 Overview of the Wnt/p-catenin signaling regulation on apoptosis and necrosis

RIP1H £ A K WK E. #F 7 & I, Wnt/B-catenin
5 5 S T DA B BC GRS G 1) B 41 i 1 38
HEPS, 25 % 90 72 B E5 % 0 BT (Mycobacterium
tuberculosis, MTB) 5| &[] B Ge PE 505, 72 B 52 A\
TR B0 B MTBAENLAR Y I E 215 T2 40 i 2
B4 A, 7 2 E K I e 2 A B AR I R T B
# B A RO, MTBE i | HLAKR # % % 1E H
HNEVRAHE, BRI 2 IS L. BB —
PG 0 A2 W 20 B ke AR R T, R MITBAY) JES 2% BERY,
55 MR O A B A R 7 A R B TNF-ok A2 A AL,
MTB2: RS TR A P PR 8, 49 31— F R HALIE
g% 77N BRI 0] BE AR K S5 %R TEAEBCGIR L
B 40 B A 51 A Wnt3a, 2 5] &40 i N A b H Ik
(glutathione, GSH) & &34 1, ROSE & F %, [FIN, T
TSR BEAH 5K 5] I PARP-1MIAIF ¥ 8 F 31k &, 21
BEL1E EWR 4 AR AE . BT 95 K B, Wnt/B-catenin{s
5 o] i Y6 M A PR e 25 A% 40 AT TR P S T A
BAEH, REAZR TR Ra T 3R 48 1 7.

o b ey O, AR R BT N #R &, Wnt/B-cateninfs 5 %
SRR T A SRR AR F AT DUR B3k 2 2

JICNEH o

4 RE

2 I BTiR, Wnt/B-cateninfs 5 18 % X T 4 f 7Y
FT-AMIRNGEA 26 EEAE A, FIE“IR IETRAR”. e BE
A2 a3 g 4 3 B P Dy R, SO A e 4 i 3 B )
LIy g, [F) IR T e M 2 5 it 225 A% A A5 00 o) G 248 Jf 2R
SEW R ER . MRl BUE H, X T-Wnt/B-catenin
E 5 IS M T AIA SR G R R B K
O, FATAT DL i 0 B FH W Wnt/B-catenin{E
5 T I A S L 1) 200 PR ) O T BRIABE, T I B i
7 B84 ) e o S5 AH OSBRI H ). B AT, 4T Wt/
B-cateninf 5 & W] 18 5 40 Jf I PR B v b T k2 20 B

B, ERESH5IEERIP1. RIPIXEIRR, BH %
ARSI TE KIBAAR . BEE T AT

RN, FEEAARPE K, T Wnt/B-cateninfs 5 X
S L ) R T FTER B %) VR 2 ALk S A, R R
(R R A2 e e R — 6 J e 1 Y (1) B30 WL 2 TR
—B TR, R FSR A —AS B B S .
E— DO FORE KOG YT BE T IR, A I
SRR YT (R R T
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