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Abstract: Abnormally activated Wnt/B-catenin signaling pathway can induce the occurrence and development of
malignant tumors and mediate tumor immune escape. Inhibitors of this pathway have been shown to promote the
infiltration and activation of immune cells in tumor tissues, and can be combined with immune checkpoint inhibitors
to improve their therapeutic efficacy, suggesting that intervention of Wnt/B-catenin signaling pathway is a beneficial
complement to immunotherapy. This article summarizes the role of Wnt/B-catenin signaling pathway in the
development, function and activation of immune cells, and discusses that abnormally activated Wnt/B-catenin
signaling pathway in tumor cells induces tumor immune escape by promoting the expression of immune
checkpoints. Then, the research progress of Wnt/B-catenin signaling pathway inhibitors in immunotherapy is
reviewed. It is intended to further enrich the theory of Wnt/B-catenin signaling pathway involved in tumor
immunity, and provide new ideas for the development of immunotherapeutic drugs using Wnt/pB-catenin pathway.
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S At ST N — A B R ), AR
H, BEEARFEMIET R TS, EER O
TR R EFE P M, Wnt/B-catenin 38 15 1% I\ K2 5
JiE 3 B R B IR B R 3R 2 —, a2 H T A AR e
VRIT VB AESE AR . Wnt/B-catenin {5 5 i B T 42 e iE &
JEWIVF 2 R, BFE S T MR T4 (cancer
stem cells, CSCs) Lt 34 fin 12 2F g 4% 7% . s
YA AE AT 24 (g FioRg o 2E s P
K2 I FE R W] Wit/B-catenin {5 53l B34 5 IR
TS ) S [ BB VIR G, H e BOAE NS %
P36 IRAR S I B RS 5B — P $E[ Wy
B-catenin {5 518 % AJ L 0| OB IGE . (RA8. B
%, AR S 2 A0 H 75 g 2 2R 9 T SO, K
B IR ol R 15 1 400 o) e R 1 R A R R e AR SR
Wnt/B-catenin {5 5 i % 5 i 8 4095 (1) 5% & BL L Wt/
B-catenin {55 5 18 0 ] 75176 fob IR S 2 R 7 1 .
W BT SRIR N MR S iR o7 S it i) 3
WA -

1 Wnt/p-catenin{E SEESHERENXR

JeEfiE L K 2H & (The Cancer Genome Atlas, TCGA)
R I A AT R, 80% (1) S A4 i Rg Hh 72
£ Wnt/B-catenin 15 5 (13 FEBUE, 4L A B-catenin
B A 7K T 5 G T2 4 i 0 92 R R RO O,
T 4 P2 4 V2 2 LA 4% e 2 Dl e () 6 itk . Wnt/
B-catenin 15 5 [ b 7] 175 3 Jih 98 4 0 206 30 4 o2 T
A, A8 RS AT T 28 RO S B VR T I AR R, 3
TR R BT g B RN T MR8 B S R G
£ Y N FE IR 2R AT D J e 8 08 16 12k JEL I AR RS
I 9 LA Wnt/B-catenin J¥E s K& Sz va T 1 12
BEFIRAKHR .
1.1 REMAWnt/B-cateninfE 5B S5 MERZE
NP
111 BSR4

Wnt/B-catenin {5 5 3 B AL RARZHM (dendritic
cell, DCs) & & F D B & 4% Hh AL 35 22 5k B 2L 1
F o JH9RE 4 2 J) 4001 )3 80 2R MG 6 2 v 3 Jo R S
Bz, PR S E= 8 DCs B AL N R & U
Wat/B-catenin {5 5 {11 B0 23 5 2 DCs #7451
TORAS B 520 DCs, 5 T 52 %, WA Z o
N . HAHLHI AT RE A BT B-catenin &5 & 8 i &
1 (aldehyde dehydrogenase 1, Aldh1) §] )3 /) MM 5K
Yk H B2 (retinoic acid, RA) f& i, 1104k 2 & 1
W5 DCs kit 52 128 J B fr) gt

4k, DCs FIH )4 Hh 25 H 524K (Frizzled class
receptor, FZD) 2= 5 Ja 41l g 43 W4 1Y) Wt FCAK &5 &,
I8 1/ 25 -12 (interleukin-12, IL-12) ({1335, {Eidk
N5 W 2,3- XUIN4E S (indoleamine2,3-dioxygenase 1,
IDO1) ) % %, JRF5 CTLA-4 Fil PD-1/PD-L1 41 i
FIR Va7 2R, e b 40 i i 7% @ 28 b,
Wnt/B-catenin 15 5 i i A] J# i £ Fhig 12 1/ % DCs,
3@ 3L 4% DCs 55 CTLA-4 fil PD-1/PD-L1 #fi il
T T 25
1.1.2 T4

Wnt/B-catenin 5 5SS 5 THMWKI KT
TEA Ak iR H 9 m e DR B ) 4 gl ASS T 4
Jil, £ S, DCs Fl1k R CXCLY %53
TERCNL T 4, T 48 IR 2 R A A H AR
20 U, B T @k DCs R4 T AON T 40 e Ab,
Wnt/B-catenin % ] MY C & [K] 38 18 BL 25 i 200N
T ML e, IS RIA I MYC 2 S50 T A i T
FAR kD, PR AN T g rER M. B
SR T H TR AL B Wnt/B-catenin {5 5 ] [EK T 40 i i)
g, (Rt Edki®, {H Wnt/B-catenin {5 5 i B
Al HE CD8 T 41 it 7] T 112 T 41 i (T stem cells
memory, TSCM) ] 734k, A1 1 Jib Jed 2 e 42 Mo 7%
I REME T2 4B i = 28 M. DR, o) S
Wnt/B-catenin {5 518 #% 15 2408 T 4H M0 i Gz B
A EE R X

HENYE T 400 (helper T cell, Th) fg 5 591 )R,
I3 2 TRk LR, HA W B A AR S 2 R 2 i A
fThBE, FEAHS Thl, Th2 55 Th17 &A1,
Thl fr™ 4 TR -y (interferon-y, IFN-y) 7] 4
G BE AN B R PR BRI RN, T 4 iR 1 &
HHEFKY, B-catenin FETEHE CD4™T 4Hfig[) Thi
M1 Th2 434k, H B-catenin AJ 3 i i 4% ROR #5<HK
JL3Z A& yt (RAR-related orphan receptor yt, RORyt) i
2 Th17 ) IL-17a K7 "1, EAR Wnt {5 5 38 i
P Th 4 ML R B 20 E 2, (H 7% BUE 1 Wat/
B-catenin {5 5@ 2 i IL-17, Fiff IFN-y, fififfh
JE N CDA" T 4 iz B, BT Th 4H A b i3
G UL el AE AN Th 41 i s A B, T8
I Wt (5 5 K42 5 Th /1 F 10 I8 05 18 75 2L
H— BRI

W T 400 (regulatory T cells, Treg) FH &
21 i A 4 25 20 R 23 A P A IRl - CCL-28 S5 B2 AR 3|
Ji 988 T 3R 1% (tumor microenvironment, TME), F4fI
il 98 G2 . Wnt/B-catenin {5 5 38 B 1 #5 > TF JiE ]
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F T WX -7 (T cell factor, TCF) A1k B 34 5 K] -+
1 (lymphocyte enhancing factor 1, LEF1) 7E4E§F Treg
2T P 47 ) R 2 Th BE AN B B T 32 77 T SR
FKEBEMAMEM ", FE S Y Wnt/B-catenin {5 5
g T iE ER R AR KR T B (transforming growth
factor B, TGF-B). 57 Jii B 75 3 10 R SR BE A -7
A& (glucocorticoid-induced tumor necrosis factor receptor,
GITR) £5 ] 25 1K Sk 189 5 Treg X [ 983 4 128 1 400 1] 4
R U, AT & B Wnt5a/B-catenin il % 2> i %2 DCs
R TR Ak, 5 BT 2 1% DCs A Treg 4 i f
AR ", Treg 40 ot B-catenin {1 B8 14 i 40 R T
A Bel-X, MFKIE, MMiiHe & SRS T Treg 4
ML 2R, T Treg 20 M X F0 5% J 87 B 5 [ 417
PR 2
113 BRI

NK 41 fifl (natural killer cell, NK) J& -5 & o %
A4, 5 THMAE, NK 4004 7 Zhi 5 St
DA B R R, HAR A R B AN 3 T A 2
M MEE A 4K (major histocompatibility complex, MHC)
FORR ], IXAEAS NK G0 AR S e S e b R g — o
—IRAEFH B, Wnt/B-catenin {5 53 % 5 NK 41 1 (1)
KB FEIE 2 PIAE ¢ Valencia 55 ™ R I, #5 A
i Ji AHL 40 A %% 7% T Wnt3a B LiCl A A] 38 b 0
Wnt/B-catenin i € #E N\ 3 /i Jl 45 41 i /) NK 41

immune cell

o 734t s H Zhang 2 ™t K BB 2k B-catenin 231§
NK 4 A7 23R B

AN, WAL B, NK 40 it Rk 1
B-catenin 2> 5 NK 41 ig 1Y) F- 2%, H. Wnt/B-catenin
i % 1 A7 DKK1 (dickkopfl) M) 25 5 NK 41 iy
A BB SR AR el B i Rd T Sk £
DKK2 % Hil i 5 NK 4 j iR B R & 2 ik
#H 9% #& A 5 (low density lipoprotein receptor related
protein 5, LRP5) &5¢, [HAG 115 5% S 5 %S
[AlF 5 (signal transducers and activators of transcription 5,
STATS) I NH%, #ETi#H] T STATS {5 5% %, 1
NK I 80 52 #1) STATS {55 4% 2.

25 b, Wt {5 5 18 6 X S 2 40 i () K B R D g
+r BB, B 1Y) Wnt/B-catenin {5 522X} DCs ZH iy«
T 20 NK 4 A 55 o 9% 40 A ™ A 42 i A) 422 1 1
AR (B L), AT 2 ma LA P G2 s R AE o
1.2 FEYAREWnt/B-catenin{s S i@ 5 B R IZ
HIX &

o, 5% 210 A0 Tk 200 L R T 52 A4 1 e A 5 b
M [X 53 37 e e e 40, (L e e 4 e T e o O
TS AN B A A A, T P S A R A 2
AR R R IV I A B 5 3 g2 30 o) DXL 1 1 2 A S R A
BELAS LA 77 A2 30 s N2 P01, Wnt/B-catenin {5
S X R E R CHEENEK R

Aldht }

‘lhmw k Kl
/ GITRf o
¢ DC |mmun|1yl
CD103+ DC:
Thi Th2 T diﬂerenlia:;on T
NK reg effector T cell
‘ adivationr \ infiltration 1

IL-17af hS immunity | Teou |

Bl % & MEWnt/p-catenin{5 S B EMERENXER
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1.2.1  Ji983 40 i Wnt/B-catenin{s 5 i 8 5 PD-L1/
PD-14 3 ) e L ik 1%

T 21 2 N A e 5 R 40 1) B B4 i 45, DA
PD-1 Sy AR 410 1) 1 52 A2 ) i 1) 2 A 5 s o5
FEDIREI ) T 4 M bk B3R 0s,  JiRg 4t i = Rk
ff) PD-L1 ] A G 9% 40 B 3 1 1¥) PD-1 254 J5 # |
T i (JLH 2 CD8' T 4ifid ) S+ Sz iy, {2
TR I e e kg BT, T Wnt/B-catenin {55 3 il
5 gu i PD-L1 [)3I8 LUK H AR iz 4 i A 1)
T VI

2 JofG B 24 T8 A e DAL %) DR A AP ST A1 o e
SR Ll L el P 2Nl
16%"", Mayoux 25 * W 5% S i J5i B 240 fi 80 1 A
[1) B-catenin {7~ = 3 PE,  IF 5 R 24H 21 PD-L1
FIFRIERIEM G, 5RO T Uiz iE 2 AsEc. H
BLAI AT 582 BT Wt BC AR FE0E 1) 3R A K B -1
24K (epidermal growth factor receptor, EGFR) 551
B-catenin/TCF/LEF E &¥145 4 CD274 #: N )5 3+,
753 PD-L1 Ki&, H 8 H¥lF B (protein kinase B,
PKB) 1 3 % 2 F 2 {F F. B-catenin B 2. #11
PKB 3% 1] [ A% I 53 40 i #* PD-L1 [ 3R3A, H45% T
20 R 1 3 A RN E e 2H 2R R (IR0, AT R
A=K P, Sun 25 PY o E S (hepatocellular carcinoma,
HCC) 1 B, % 5 X PTEN 215 i PR 58 1
HCC ' B-catenin/c-Myc 15 5/ 5] PD-L1 [J3KiA.

Hsu %5 W R B 45 B e A= 92 106 36 1) T g
WL 2 25 B W CSCs Mt 2 F2 5 S50k - 2R
Bl L AL f G L (STT3) 1 PD-L1 77 A 4 2 6 ik
bR 7 444 (epithelial mesenchymal transition, EMT)
it EMT/B-catenin/STT3/PD-L1 15 5 4 & £ 45 E
J& CSCs 1 i) PD-L1, Wnt/p-catenin i % 1 5% & 1%
At B-catenin £ 41 i v 5 H AR R I 4B B 40 g
i, @05 S STT3 LA 4%, {2 PD-L1 ik
e, G e ki .

1.2.2 R 4H fii Wnt/B-cateninfs 5 i@ 1% 5 NKG2Dij%k
AT 1 e s

BT T 4z 4k, NK 400t 75 e o0 0% WA
TR B SRR, AR SE R S R G b R A
Jif 3 M A . NKG2D f2& NK 40 g 2 i — b [7] 95 —
TR RS A, & NK 20 OCHE 1330S 1 e
B2, A5 E (Y R G2 WAL B, AR
Jifd Wnt/B-catenin 15 5 18 4 1) 57 7 <> i #1) NKG2D i
RIIFRIE, AT 5 I8 1) S e e

FHEHALMENEE &4 -1 KPR T A/B

(major histocompatibility complex-1 polypeptide-
related sequence A/B, MICA/MICB) 1 UL16 45 &4
1/2 (UL16 binding protein, ULBP1/ULBP2) S5 NKG2D
fic f& . Cadoux %5 1 iIE W] HCC 12 28 1 Fl 8 3 Til
JaA R 5 MICA. MICB #5¢, H HCC ' ULBPI,
ULBP2 {3157k -5 B-catenin fF:[K] CTNNBI & 11t
FZE, HALHI T REZ BT B-catenin i@ 55 TCF4 45
4 N 7 ULBP1, ULBP2 [fj%ik. Nanbakhsh % ™
% I Wnt/B-catenin {5 5 38 #% 1 4% 1) c-Myc % [A]
s& ULBP1 [ H # #0 s, 4 ) c-Myc % (] 7] fif 15
ULBP1 [3RIE .

A, Wnt/B-catenin {5 518 2% (1) 7 7 2 155 T i
J63 41 B ) MICA/B [ 7%, % B 1) MICA/B &
NK 2 i % 10 NKG2D 454, Hl 55 NK 4 g % fif
Joi BRI AN A AT . HALHI AT BE 2 B-catenin AKZJ5 5
TCF/LEF & &, HIMEESREREAM 10 (a
disintegrin and metalloprotease 10, ADAM10) FJ %% 5% .
ADAMIO0 ) L {23 T MICA/B M\ i J88 41 fitd % T
it & PN, iR NKG2D-MICA/B RS D) et %,
RT3k PR G e 1B IR
1.2.3 {83 41 B Wnt/B-catenin{F 5 38 i 5 5 12 1 il
[A-FTGF-B

96 0 50 T DB o 7 A e 00 24 R R o
VAP R AT, AT R I A 2 4 L ) T fe AR T
TGF-B mh /& 3 A ) A IR 1. TGF-B X4 i A
SR B D e R R ER . AW TIE
BN, TGF-B il id B 4% € 3t Treg 40 fo i 14 58 . 4171 1)
RN T 4H L A0 DCs 17 A R D6, 715 & B E 4
eV 2 R AL G AN P AE AN T RE BT s JRE
il NK 41l NKG2D )2k O R B A g L &
Hh VK A0 i B B 2 AT O SR ) 58 S8 R S K RS D)
B, AN T B — A G 22 400 o) ek 0 A 3 8% Y. Wnt/
B-catenin 5 5 IH #E F] LLiE i 2 Mg 421445 TGF-B £
JHR AP 3RS

Chen %5 ™ R I, 7 i GE 7] 78 51T 40 i
] Wnt/B-catenin {5 518 #% 7] [#1K TGF-B #)3&KE .
Vafaizadeh 25 ™ 1 7£ = [ ¥ 7L I3 8 (triple-negative
breast cancer, TNBC) * &8, ] B-catenin H%% 5%
0 K - BCL9 (B cell lymphoma 9 BCL9) [ fi
TGF-B Tifi. HsMEA RIEFK, Wnt/B-catenin {55
I8 % Rl R Axin i Rk 2 5 TGF-B 18 %2 14
(TGF-B type I receptor, TGF-BRI) 54, {3k TGF-B/
Smad i #% 11 Smad3 # [ 19 WL L, #E TGF-B/
Smad 5 5 i@ ¥, M3 I TGF-B ) 4% 36 v ™.
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Axin £ F 0] BLFLAE B & R B 3RS 3P (glycogen
synthase kinase-3B, GSK-3B) DA/ Smad3 & HEME
G, B TGF-p {5 5 i, Axin Ml GSK-3p 7] [#
fift Smad3 % 4. Wnt/B-catenin {55 fEfA%iE L GSK-3p
4548 1 (GSK-3B binding protein, GBP) #ji#] GSK-3p
(3% M Tl Smad3 & A 4 T R E AR AL
TGF-B 1) 6% v ¥ JtAh, Zhuang 25 ™" &K 3K
Wnt/B-catenin {5 5 i B 11 ) DKK1 f¢ % 1[I 1] Ji &
g A AE KR T B &5 S B E 1 (latent TGF-B
binding protein 1, LTBP1) fi/\ 5] TGF-B 7rilh. LA
A5 Ui B, Wnt/B-catenin {5 5 7] i# 1 4% TGF-B
I3 B S R 4 WA S A iR ZH 2 ) TGE-B (7K1
EF, e AR RE R E T A AR
R

g b, MR 4 e Wt/B-catenin {5 5 18 2 1] 1@
TR T G A A R % A P A e 2 A A S A
S AR PE R () SRR R 1, PR NLAZR 1 Mg g
(K 2), #£/~LL Wnt/B-catenin {5 5l B N S &
B V0 TT JH B A AT 1 I B ARG 0 R AL
.

2 AT Wnt/p-catenin{5 S @I EME R ZIA
T EER

it R JUER, 2 ME X Wat/B-catenin {5

| MICA

uLePI/2) X
o !

Cemyoy
tumour cell \ X

5B E B BT R R Dy T Ktk
2], 29T RV S TP Wt DK R AR K
FALFESERRINEIF . AXINT 3% 467, B-catenin F15H
7RI S RUE Ik e 2 ) ) S 2 TR Y4 LK B o A
{HHCR 2 IR R B, Wnt/B-catenin {55 5 41l 57
0T DA WP A G2 20 0 R VR, R AL
PRI IR S, JF AT LAY ICTs BEA 2ok 4 m
PNV E

Wt &5 A RE 0S8 40 2 Wnt/B-catenin
SR, (RN PD-LI [RIE, EREE
i ¥ DCs %5 CTLA-4 Fl PD-1/PD-L1 411 51 (1)
i 245, Wnt-C59 4 —Fh /N7 Wt #5751, G0
1 Wnt 5 [ RO BEAL A3 B, Huang 25 BV %
YL Wnt-C59 fit 52 35 H0 1l Jie AH 5% B £F 4k 41 i 3% TH
PD-L1 ({13635, H 5 CTLA4 Hifk A RAFRI W FIFEH .«
Doo % B2 I B 7 SR BN ) 55 WNT974 1 38 i
YF e CD8' T 4005 Treg 1 LK, 3 5% CD4™ F1
CD8'T 4l iz i -

B-catenin #% Wnt/B-catenin 15 5 [{IF% 0 il 5y, 1F
VF2 e AR S AR, HAm ) A iz A A
Ruan £ B % 31 B-catenin #4177 KYA1797K i i 411
i B-catenin/STT3 {5 5 i i P& AKX PD-L1 [ 52 5E 1,
T E — 2 3001 45 i CSCs 1 4 92 96 38 7 % 5 1
JT-. hsBCLICT-24 & BCLY/B-catenin 22 Jik fit) 3111 ]

&2 FEZRBEWnt/B-catenin{5 S B IR EMBREN X
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7, Wang & B % 3 hsBCLOCT-24 ] & #F % %% 41
I 98 IR, b Treg He ), 480 DCs EE 51,
#0#] BCLO/BCLIL A4k A KK 1

G SRS AT AT ) S IE AR L B R e RS
P 45 B 1% )% (metastatic colorectal cancer, mCRC)
To R, T B-catenin/STT3/PD-L1 {5 5 fil i A& Bl A& X
Fih o g% e E IR B K 2, [RIk, STT3/B-catenin {5
S0 57 BBI608 5 ICIs FBL & VA7 IETE IR KI5
H %, 2018 4 [ — T 78 o, 75 S (0 2% (B16F 10),
FUR R (4T1). #02 BEAH I8 (Neuro2A) FH'E R i
(Renca) /DAL, Ganesh 25 P FB T DCR-BCAT
(B-catenin J& PRI ) 697 045 /)N BRI IR H A iR
FHIC T 4R A4 5 £ £ 41 i (antigen presenting cell,
APC) H ¥ LR Rk W1 s H CTLA-4
1 PD-1 Hifk A DCR-BCAT FH 24 7] {2 111 i) Jie 78
AR DL IR Wit 38 B0 ) 71 R0 G G A
I FIBE A FH 245 7] g2 5 AR ICLs I PRIT %0 BRIt — b
AIAT SN

iCRT14 J& —Ff L[] B-catenin/TCF #% 5t 5 &4
BN G, ZAE YRI5 AL B-catenin
(st BT, Spivack 2% ¥ 3 It 45 B e /s BB
KL, B-catenin/TCF 11| 7] iCRT14 §& A 21 58 T
ZH B AT NK 248 B % fifeg 2H R 3R, T AN R2 e B AT
() 39 5 B OK 22 Hi il 3 40 i 013241 . iCRT14 8 m] F
Uit B-catenin/TCF x5 &4, 7] FH W7 th AT E
JiFE T S S 73 B Wi e S A DR R R 1 Wnt (5 5
% S 0SB BRIk, iCRT14 AR AT LS 38 42
YERT, kvl DA &5 s K e, vTReiEa i T3 2
()45 e R BB

T ST VE O R M SR S I — P 2K
FIBIT RS . 5FAR. BUTHNST —iE, %RETE
B R BIW RIT %%, ABALAE A B0 oE A 3
Whnt/B-catenin {55 5 i 2 18 1 2 AP 77 PR ) 1 JAE 1)

GBS VSR, R, Wt S50 4 TT e o i
o 5% 240 I e g 92 0 A ) e e A G S5 R AR = I R T
R, 321X BA B AL T ASE T 7T B B Wnt/B-catenin
5 A RIEEAT TR

B8 7 3 3t 400 1) Jil 988 ' Wnt/B-catenin {3 538 1%
PRI e e e AR, AR R e ) B 1 S e
F (4 GSK-3B. DKKI1 %) J#i% Wnt/B-catenin {5 5
TG, AR G 2 T e T B B K R AR R, AT
BRI %% IS . GSK-3pB #1177 SB415286 ¢
B vIE B AE A& N AT e I 4 GSK-3B, T 1 4 g% 4 il
() PD-1 23A, 18 50 G 2 40 it o ek 78 40 B 1 3% 495 2
MY, GSK3 #1477 CHIR99021 ] % 5 CDS8' T 41
ML F0 CDA™ T 40 i 73k o B R U P Dh e 9T 21
JORELI M, 3 AE A HE NK 20 i 5 508 e s s
I Ak, B ) DKK A $i 42 1 7] 3@ i 410 i) DKK1 PH
Wr PD-1 %% 3%, 38656 ffoRs 41 24 NK 41 i f1 CD8' T
Ap AR GER .

3 REERE

Wnt/B-catenin {55 75 i 5 o R 5 28 00 B 2
HIPERT, 5 1 Wnt/B-catenin {5 5 2> 5 U 8 2
WGP, IR R R AT REME . AR ST
T G g% 4 M RN i 83 40 i - Wnt/B-catenin {5 5 18 %
R eI R, FENE T Wt J0HI1F7E R G
PERIT Rt R . RS IR YT AR RE R YT
SRR AR B R, B KRR ()11 PR 52 B AT 2 7 H
FLHTI R (1) S5 PR o e R e 985 VR T IR I PR R
L Ja PR T G 2 A 1 9% AN G S0, TR Wnt/
B-catenin {5 5 1@ % 5 H A EH R REEMELR. Wnt/
B-catenin ] 71— 75 T AT S0 MR G GE . 258, B
¥, 53— 7 TH) ROt S R 40 PR A ik g 2H 2 IR i AN
WoE, SEENLARR R B, JLHGEE ICs BRA A
ZjJa, AIKKIESR ICTs MG ARG YT 2R . gk

=1 Wnt/B-cateninliHI 5 HI I3 3 R

2R AR B E F ML WG BEE (1) 520

Wnt-C59 I PR i 1A PORCN#Iil] 7] fIHIPD-L1KIE, 5 CTLA4STE Y FIE

WNT974 I R 13 PORCNIil 1] B 3ECD4A"FICDS" T4 HLIR

KYA1797K I PR T HA B-catenin i 77 FEARPD-L1fF20E

hsBCLICT-24 Il R HT HA BCLY/B-cateninifji ] 7] PE I G AR IR N R, JRD Tregbbfdl, 34 iMDCs Lt
BBI60S I R 148 STT3/p-cateniniji 7] 5PD-L1Fpfk R EH

DCR-BCAT Il PR 7T 1A B-catenind/fi 15 5 PD-L1AICTLA44 ) [F]

XAV939 I PR T HA AXINiFAL 7] L UHIFN-y, HG5RCDS" TAUMp R, FE& Tregdi s
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