Med J Chin PLA, Vol. 47, No. 8, August 28, 2022

Wnt/B-cateninf5 5 18 B 7E PR T 4R IE A AR SR

WEAY, M, RS

R ERKEW B A T E RIS AR, TR 116027; CRETH = ARERE S5 EREESR, L7 R®E
116091 ; R BERHR AR S BE R H .G, LT RKE 116027

(AE] SHOBYERR AR ISET R EZH T B, HAm
BT T BUTI AN REAT S5 BELUBT i 88 149 % A R & T8 o TR 1 40 (CS Cs) 2 iR
PR IRANN, SRR R BRI OIMOC . A R Z lesCsIf

[FEISZEE] R7302
[XEFRERL] A

[DOI] AR AT T AT T, A PR R Y R AR 5 K . Wit/ B-catenin

10.11855/j.issn.0577-7402.2022.08.0831 < S K 1 ST CS C 2 2 R MR A 1 T B . S a5 CS C

(28] Wt/ B-catenin 5 53 [ ) T I OG5 PR 1St 45 1230 i (0 16 P L 45 s

A A P U TE R 25 phgs WA K 5575, T S g 1 v 7 -5 100 7 2 AR A SURI Dy 1] . AR
XWnt/B-catenin{F S 1B B AECSCs T AMEH , LB % % o G HE R I8 35

(51 AAX] CSCsTEARIIERR iR KAk . & e B % rh AR SEHL I E A T 253

B b 1 T el (] R B T Wae/B-cateninfis Bl B s TT

A iR T A R RO A AT g R R [T, 1
T ZEBE 2R 275, 2022, 47(8): 831-837.

LY

[WFsBEHI] 2021-06-27
[XFABH] 2021-08-10
[ BH] 2022-02-21

Research progress of Wnt/p-catenin signaling pathway in cancer stem cells
Tian Yu-_]ial’z, Wei Mingl, Zhao Hui®

'Graduate School, *Health Management Center, the Second Affiliated Hospital of Dalian Medical University, Dalian, Liaoning
116027, China

*Department of Respiratory and Critical Care Medicine, Dalian Third People’s Hospital, Dalian, Liaoning 116091, China

"Corresponding author, E-mail: zhaohui@dmu.edu.cn

This work was supported by the Dalian Science and Technology Innovation Fund Program (2021JJ13SN67)

[Abstract] The incidence and mortality of malignant tumors are gradually increasing all the world, and the existing diagnosis
and treatment methods still can not effectively block the occurrence and development of tumors. Some studies have found that
cancer stem cells (CSCs) are the cells of tumor origin, and closely related to the occurrence, development and metastasis of tumors.
Early detection and intervention with effective treatment of CSCs are expected to prevent the occurrence and development of
tumors. Many studies have shown that the activation of Wnt/B-catenin signaling pathway is an important link in the initiation
of CSCs and the formation of tumors. Therefore, by regulating the key upstream and downstream factors of the Wnt/B-catenin
pathway in CSCs, thereby regulating the activity of the Wnt/[-catenin signaling pathway, controlling tumor growth and metastasis,
can provide new targets and directions for the treatment and prevention of malignant tumors. The key role of Wnt/B-catenin signal
pathway in CSCs, and the related mechanisms of the important factors of the pathway in regulating the tumor growth, development
and metastasis of CSCs in different organs are reviewed in present paper.
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0204 2 BRI AEIR T ) 481, 20204F 2Bk
e AE IR 29192905 ], HR LR L I JE AT
i, HEZBFEHEKEE; SEEMEMRIET L9996
T, MR AR —RAETIR N, Hod g . FL
FRARE KM T A g (Y PE T R T A
HoAT, S A2 fniz W T B 2 B AR Rt
£, BEE T MR RIZICR, B0R T B B
SRR R T 2T . SR, R A
K, BighH s o e %%, BePE s
e WA E AL W e R R AT FBEA R, T
FORHRAEC S [N, BFSE R A A 2 R A AL R X T
iR B W . VAT A ARG R X X R
A (cancer stem cells, CSCs)IRAMFFE AP, CSCs
SR I R R BRI K IA D, Wt/
B-cateninfri 5l 4 7E CSCs H & 45 5 MV . Y
e, TSR Wt/ B-catenin {5 53l HE7E A [ CSCs
RIVERT, A AT RE A R R R 3R T AN AR
R A RIAIF 5 7 18]

1 CSCsiitit

MR A, DR A M R T 2 R R
AT I AR A A B BT IR 8, HA T4
FetkE, BEARHCSCso MR T4 i 1hi A CSCs B
AU EZR S — R ARER . JCBR IG5
Z R iIRe Sy, nl s shiE kA, SR A K
OARTER S, R AR B4 1 AR R BE T A EUR
T Y R bR 7 SR LA AR S R KT = Rwd ik
57 LYY 25 W) A S om I FR T F1 33X 1T B J2: i 98 Tif
2y, 1R%E. ERRAFRKEY ., BAT, FEEnR%E
g™ FLRREO L Bt L R A i
S P UESE T CSCsIATAE . CSCs AL 5 g
T RO A 5%, 5 e 1% &2 2 it 24 %% D) A
Ko TEMEIRIT R, MGG TR e R K
CSCs T4 ME, JUHIEE 258 3 i il sl ¥ 48
fICSCs, X FRIrCSCstL 5| e & & 1) 56 i
M, Wik, RARKCSCsAREIER X i1
HR Y R

CSCs 3 1 — ML A7 7 B F X 43 H 5 HoAth i
AN A AR Y, WNALDHI. CD133. CD447#l
SOX245, X SLbr W 7 A [] 2 ZUF i e v 1 2
HKACEIEASE A teah, csCshliid £
=5 % ' Wnt/B-catenin . Notch ., JAK/STAT .
Hippo-YAP/TAZS KAE T A M FE R, b wnt/
B-cateninfri 51l % 4 4% %5 B EAE ™.

FEWnt {5 530 1%, Wt i 5 58 52 gk
Blan g —RZIESH TR AE . Wnt/B-catenin
15 530 %Al 28 M B Wn o f 53 5 & 15 5 1 EAE

AL Y%A Wit FBCARROE 1208 B, B-cateninZR4E
TEAME BTN, Jo MmN S, a5 i
fif 3 3B (glycogen synthase kinase 38, GSK3B).
1% 25 134 8 1 (casein kinase 1, CK1)WR1L IR
TERE IR & A K (AP C-Axin-GSK3B-CK14H i) H,
FEOH G R AR A Wot iR AETERT
Wit FiC AR 45 G 240 I L % 465 it [ 05 40 R i it 245 28 1
5/6(lung resistance related protein 5/6, LRP5/6)3Z 1A
R, FUEBELE A RE, izoE K2 R
., TN B B-catenin AN REBY GSK3PWERR 1L, i)
KR EIF MM NS AL, 5T MR PR
(TCF)/ ik L AL 34 3 [H 7 (LEF) s L 1% AL K 7 (W Pygo
MIBcl-9) H &, 87T Wntfi 5 1 T 7 #E 3E K (dn
c-myc Axin2 NIDKK 195 )ik, T R FN 1)
ige™s B &I, Wnt/B-catenin{ 538 B 7F
TFECSCsHY H IR THT . W5 M I e . 228
RSN 24 )7 WA O E A

2 Wnt/B-cateninf5 S 1B EFECSCsHRI1EA

2.1 7RI T 410E (colorectal cancer stem cells,

CCSC)MIINER] Il e A i i) 2 2 JL IR O
Wnt/B-catenin{ii 51 [ 195 FE &7, APC-Axin-
GSK3B-B-catenindd A {4 Hh AT — K A 58 A8 Bk 2 AP AT
P HEIE B, S ECCSCad B R . T RS

AR TR R E AR R S G AR K
2Z &5 (leucine-rich repeat-containing G protein-coupled
receptor S, LGRS) & — i % 5 i CCSCE T bRk
Y1, BEWnt/B-cateninffi Tl # HY SIS T LGRS
TEM FE A rh R G, 2 H BRI, B-catenin
BN S A1, [REf c-myc Fll Cyclin D#% 5% /K
TR, HRCCSCI TR H A K 2 3 m i

AN, ZFpEE R ] Wt /B-cateninfF
S ECCSCRY T HEFFIE ., WRNAZE & H
3(RNA binding motif containing protein 3, RBM3)7E
HCT 116 HIDLD- 1 40 i & had 3Rk, B
SM T LGN, AE R ERIR BRI 2, T A Ml AR AR
¥)(DCLK1., LGRSHICD44) AN, $#/RRBM3
IR CCSCmy H R TR . RBM3 33K ol 1 i i
N B-catenin/KFEFTCE/LEFAY &G s 0G1:, 8] fif
GSK3BAK I, FEB-catenin®f i fL/KV-FEML, M
M 4EFFCCSCHIAAEAE 11, Zesteld] ZW)2(Zeste
homologue 2, EZHZ)ﬂiﬁﬁ‘]ﬁﬁfﬁWnt/B-cateninfﬁ‘
53 (T 240 L R AT E G /S, AT 4ERFCCsC
{14 38 5 i 77 2. PRBE B th 1T 3 3 Wit/ B-catenin
{55 38 % R I CCSCHY T PERRE, kA ficesc
FR (c-myc, SOX2H10ct4) M4 DNALE & Ay
07 K F-2 (inhibitor of DNA-binding 2, 1d2)# k14



., TEESH F)5B-cateninYFa EESS I, Wnt/
B-cateninfs 57 F (Wntl, TCF4H1Cyclin D) ik
Jn, AR Bl A AT I BT Wint / B-catenin {5 1
SR N FASNCCSCRY B FE S FERE J) . A, Wnt/
B-cateninfF 5 % 11 il 71 v] 9 il e 405 S CD 44"
CCSCERIARITE N, FEARId2fy Feik K F2Y, ifi1d2
IKF- T v T2 /N BRURS AR ) A K o e T
W, Wnt/B-cateninff 5 i & F1d2 3L [A] 45 T B
B CCSCHG Il Fl f Y,
MicroRNAs(miRNAs) 1] §8 f& CCSCHyH: i I 77
i, AU AR M GE S, ] 4ERE
HRZBMERAGE S, EhE PR LML
miRNAsiH 5 Wnt/B-catenin{f 5 i I HIE CCSCHY
IJfE. miR-21, miR-93, miR-203, miR-215, miR-
497 P CCSCHIE KA AEAAE S, DR %
iR AT BUEAERY . FEHCT 116 HISW4804 if 52
Il AmiR-3120-Sp, i+ Oct4, SOX2HINanog
B TR IGTI,  FiJRE 40 B ) BR R T B RE S iR, K
WImiR-3120-SpfieF 1 40 Y 15 58T Fl o B P
Mo [REF, fiE 4 R 7 Axin2 (19 % 35 KSF R [,
i B-catenini 2, FHImiR-3120-5p Al i i Wnt/
B-cateninfi 53 B0 40 0 4 1 T T BT A A
PERE M Axin2 R0 A5, AT B W[5 58 i T
W5 5 e S ROV B 280k . 238 miR-103/107
3 L HE P Axin2 . _FJEIB-catenin I 2E 1< Wnt/
B-cateninfi 5 AYFFLENT[A] . Wnt/B-catenin 5 53 %
PG T I CCSCHRAE Y (CD44" ) 19 2R 5 FINF 40 A
PRI, T3 b R AA A B R AR, (K
JERE SR 100452, miR-103/107-Axin2fl1 2 5 T
FRIP T 25 TR 52 & o FERRFRE P A A 9 &
B HCT 1167548, FEIF A MIE K 250 mm i 5
ADIBE IR, 88 e I I 1A kA5 8 e Wi i i % 3R
AN T ALk AR R A A T O, 45 R S R o BR 2 /)N R
AR K, HTE S miR-103 /107 26 35 40 M 4 /)8 B
ERR A %, $E78miR-103/107-Axin2 1 AT RE A
FP AR 2R i BV 7R 52 Ak, miR-199a/b
i1l T8 CCSCNGSK3 B 1R A 1 I 14 B-catenin]fi
4% Wnt/B-catenin-ABCG2i& 42, £ #ECCSCHYTI
2 52780 S5 452 19 1 (thomboid domain
containing 1, RHBDD1)7E7¥E Hm 23k, nIfE ik
EL S5 88 M ab i 78, AL A Rk I RHBDD1
i 35 B AR B- catenin 7E 4H ML ST Y A BE IR FL KT, 13
Watf5 5l B LI ZEB LAY 1k, M MifEvES: E
TR RHBDD 1 AT 4k 5 1 20 A 26 4 I8 ik
45 EL R KB b 18] T2 4K (epithelial-mesenchymal
transition, EMT)?", KDM35 ik 40 4 112 H 4k
fitf (KDM3 family histone demethylases) & — i & W
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FBEEMLLIESFH3R4H 4L, DTG b  wn e #8 35E [
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RURTE T30 T Wat/B-catenin i 538 [ TG, 5l
AL CCSCTEIE AL R AH 5 & A TR 5 . IR T 3T,
T 28 W IE o S 1) B W 23 i 00 15 5 i S
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2.2 7ENiifE T 410 (lung cancer stem cells, LCSC)
FHVEH Wnt/B-cateninfF 538 %2 5 H4ELCSC
S . SERETE AL . FERS AN ZERY, 3X 5 B-catenin
AN TR B YA 5 . B-catenin Pl 3 i FIHLCSC
PRI Octa iy ik, WIdR AN A Ay IEIE . b . AT
R RS 25 68 07 o I FH B oty o mee o7 S A 5 4.9 4 Jifd bk
J&, B-cateninfICD133335 T, i 40 i)+
2P A B R Y. Wint/B-catenin {4538 B T
g5y T CD44FE i i bk B 3238, i Rk CD44
A e ¥k B-catenin M A% N 2 7, 415 Wnt/B-catenin-
FOXMI1-Twistf 545 T i, 5[ CD133", CD44"
Jii A A % A AR R N S Y Roy 25 B,
i 1,2,3,4- DU S5 W Ik (THIQ) # il CD 44 1] 4 2
Wnt/B-cateninfi 5 & IR IL, M UTERB-catenin
A FEARCD44 )31k, FIWCD445B-catenin Z [A] 17
TR M- A EAE R . 30 CD 44 7] {5 54 i 24
) CSCs XA fk , DT b 35 i s 2 3 1) T
Wnt/B-cateninif HI TG 5, FUFHFFOXMIE T
CD133", CD44" LCSCKAEEMT, FHUH 42
ZE R BLAE S W W sR . CD44/E HLCSCHI AR
EY, AT Wnt/B-cateninfi i, [ Nanog
MOCct3/4M ik, 1455 il 40 i 1Y) 3% 3 8 Ak
FR R SR LinZE B R B, UTERB-catenin A 411
il Oct4 . Nanog/™ 7 M IE /N AL fili i (non-small cell
lung cancer, NSCLC)Iiif 25 FIEMT it # . Wnt/
B-cateninfr 7 i 2 IRYT HA CSCsHERH M FIEMT %
RURINSCLCHE B AL AL TS 7E#E 15 . Wint/B-catenin
(EREZ TN SUNER R un W= o] b= i K =34 o e = e 1
Wy & AR R % Y] . MORCHE % CWAIEESE
F2(MORC2) & —Fh i BEARSF I, 5 2R
b B R . A K AT 6. RS R B, MORC2TENM
FEASAOUN bk hr i i Fe ik, Bl B-catenint N S 137
WaZz | [RIE A N 2 A2 K Bl F (vascular endothelial
growth factor, VEGF). %0 4% & M B (matrix
metalloproteinase, MMP)-7, MMP-9, MMP-2%
ST,V 5 A = 11 11 = 4 0 S = B
KB, MORCHL TS AILCSChR S MIALDH1 K
Fik, YEFFLCSCHYTHEFRE . 22 5 R -45 = 1R 5
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19§ 1 (serine-arginine protein kinase 1, SRPKI)7¥
NSCLCH I fE Kk, (i AS49 I Calu3 4L 5 rh
B-catenint% N 7 1\ MITCF/LEFFE S IG P 5%, F3L
HILNCD44 . CCNDI. c-mycHlc-jungikghn,
PRI A A, AT T BN 0 & O MR,
Hil SRPK 1 1] FEAK B-catenint% N 5 {37 FITHE JE [H] il 3%
P, W IHILCSCRYBE A . el il . i v
BE. FER MM ZEPERT . Mk, ERI AT ik e
1] P8 4% Wit/ B-catenin{ 7 i M 4ERFLCSC Y T g
FUREE, Xl 9 3G T M TS I A B S %
Hrif.

AR, — 2L R ] F 1Axin2 . DKK3,
GSK3B M | [ 4555 & (E-cadherin) % it Wnt/
B-cateninfg 5 il B 4EFFLCSCRY DI RE A4 PE . TS
K, miR-582-3p T T ##Axin2 ., DKK3FISFRP1[H
ik, MR E K BRI 20N A,
FEHTmiR-582-3p A] A7 &84 ] S5 Al RS AR IR /) BRUH 96 119
KRR, miR-19a/b ] HE[E 1] GSK3B A 2
ik, BOGEWndfE S, feFrescny | 3T
W . vERE A 255, Ah, E-cadherin ] 5]
B-catenin M 4 Jfd A5 1) 240 M T N s, DA 52 T
AR THAEN . N 1A i AS49 41 I ¥k o E-cadherin
Fik, Al L JH 8 A (Nestin) . c-myc, Oct3/4F0
B-cateninf E L, fEIECSCsHYIEH . ML TE AL
AR AR, 18 B-cadherin 19 4 A% 5 CDHI
J& . AT Wnt/ B-cateninfF 538 B T UiE 0 L A (1
FAEPE, TIMHILCSCREE . R R k1,
R I8 N M AT {2 #EWnt/ B-cateninf 5 8 B 1Y
W, PR N, AT ELCSC TR
ik, AR IR T SR TR ERE A
2.3 TEFLIRIE T 40 (breast cancer stem cells,
BCSC)"HIEM  Wnt/B-cateninfF 518 FE TG 5
BCSCININREHYIM G, FEBCSCIUMESE . el IR
Zh ks EEAEH, HALE S LI P Nestin |
LGR4 ., LGRSHUILE G 2 11 32 R HH 2 1 8 (low-
density lipoprotein receptor-related protein 8, LRPS)
1R FRIAA Ko Nestinde—Ff 2281, 5%
i Jeg 1) e e RN RS AR O o TE = FAPEFL IR h s R
A Nestinif i 1 B-catenin 2 T JE-cadherin .
Axin., GSK3B. APCHIiT Akl 1A 14 5 W Uk 16 32
{Ra(PPAR), 5% Wnt/B-cateninfi 55 5 HIF iif
HEIEN c-myc. MMP-7., MMP-2F1Cyclin DI\ 5%,
ML BEBCSCHIAETG . AT AEE A5 . LRPSAE
o TR AR, BA4FFBCSCHREMAE
FH o LRPS:H o) 14 5 4l P4 B-catenin (199 M I (2 {f H:
AN S0, (2 B wWntR A2 05, BERBCSCHY
SHAE ST . SRR AR (1 SR U R S T 2

LGR4. LGRS/ZEBCSCHE ZAr&4y, Al it wnt/
B-cateninfs 7 il B AEFFCSCs 1 T PEFFAE, HAL
il oA 7L R 8 40 I LGR4FILGRS IS B R ik, e it
B-catenin[i %N Z i, T IE-cadherinf ik
Wnt/B-catenin 5 53 B S 2T WL A c-myc |
Cyclin DFISnail ) Z&3R38 i, Wl fE#BCSCy { I
B MU . TR AMEMTH B FLGRSHMH
FIMDAMB23 14Zb B BCSC &, Wnt3a R H5 3T 416 4 411
il Wit/ B-cateninfr Sl i, YK BCSCIH T PE4F
fEMS, B, Xt Wnt/B-cateninfr 538 B 4L |7 A
TUEATIEES, PTREEFLIRIER IR YT BT T .
EMTid#2 5 E-cadherin, Snail, MP-1HIJ{TE
HRBE YA, VBRI R E MR LR
1) —EZIRAT, N2 Wnt/B-cateninfF 5 #E 1Y
P . Wnt/B-cateninfi 538 [ A4 T 1 LA 96 4 g
" E-cadherin ik /KF F [, Snail, P H#£IL
KT, MEBEEMTRY & 4=, [RIA Ei#CSCs
FRi&¥I(ALDHL, NanogfllOct4) iy ik, &Mt
BCSCHYIETE . SeeIEnl. 5% . EMTHIM 251,
AHIZ, L F A DKK1BH B wnt/B-catenin i 53 %
AR S, PIEMP-1. Snail IIKIE B HFRIL T,
HIBCSCHIER . IR AMREZEY . b, XB1301]
3 PI3K/ Akt 5 i AR I 1E B-catenin [ A% N 2 1 ,
A 3 L M 20 M P EMUT 5 R 40 B R A 1
PI3K/Akt’li 1] 7% Wnt/B-cateninfs 518 %, ek
BCSCIFE | ¥R MEMT™, Ky, 18 140 il
Wnt/B-cateninfi 7 H A IE M, T EMT A
KEAMERIE, "TRERGITILRIE IR R E &M
e
2.4 TEC T EE A0 T 40 il (glioblastoma stem
cells, GSC)FMMEM Wnt/B-cateninfF 5 il I
AR R E SR, Wl 4ERrGSCry A7 M
T-. AR A, Wnt/B-cateninf 5 i I &
A {fiB-catenin7E GSCH I F Ik B Tm145 L) I, 2
/RWnt/B-catenin{i 5 i #% AT ¥4 GSC Y 1% 1 2
Wnt/B-catenin i 7 i FEITE T AL HF 5T A 240 A e
(glioblastoma, GMB)HNZEBLARIEFMEMT i) &
A, ARIEGSCHITER MR BN 52 IR BE 45 R IR 1%
fif} (receptor-like tyrosine kinase, PYK)7EGSCH1 ik
B S R, {#B-catenin®% N S A28 i, AT AT 2R
MMz shtE, R 40 B A K R e Bk
TR, 46+ GMB A T 41 AR 7 o Fn S v Y
Wntl, Wnt3a7EGSCH i35, T HWntl, Wnt3a
AIREARCSCRyNESEE . 88 . fh2F Pt S ik iR g
FB G R, Wnt3a ] ] GSK3B MY T 1
Féa 2 4N A% I KD M4 e (— Fhymj C 4% My dek 41 2 1 25
HAV ) 5 B-cateninFUAH EAER, P87 GSCHRIGRME,



PR g i 1 J 2T P, Wint-KDMé4c-B-catenin
A RECA TR YT GBMIWH AR . 534k, GSCHI [ 4
Wntif5 T 915 %5 2 11 (Wnt-induced signaling protein
1, WISP1), ‘Z%ﬁ?ﬁWnt/B-cateninfﬁ‘%ﬁE%, A
T AR R TR, A PT I 55 2 AR B Wt/
B-catenin i St P, 15 i IRE AH O Ik 40 L 4 3
S e A B AR B, AR BE R Y AR S kT . LR
A Wnt/B-catenin-WISP1{E 545 5, 1kl [ 114
gAY AT L, Wnt/B-catenin{E 538 %
A2 K7 ATV S GBM il A () FE B2 46 o

WA, AT, B-cateninli] 4 A% N e
#% . GSK3B T, APCRAFSKEMTA ] & A= 7F
FFCRR i T 20 P . B9 SRR T AN A L A9 e T A
o R w1 o s S A ] DN SR AR TN
WarE . FERS A 2, K, Wnt/B-cateninfs 5 i
AL YEZ R CSCs, FEAN ) 2 1Y 1 Ji jg v & 4 o 2L
YEM .

3 Wnt/B-cateninf5 S 18 23 Hl 7

H A £ % Wnt/B-catenin {5 538 #§ 1Y 41 il 7145 2
PR, AL /N G314l 00 . B AR i A ] )R
TG GEH . )%, PRI-7240% —F/N>F
Wnt/B-cateninfi il BN G 7], AEHLFHIET B -catenin
5 R N PR AR RS BRI R 5T &
B, PRI-724 A5 5 CSCsM b, MCSCsxlHL 1 24
PR RRE D s 5 T P AL I A 7 B R A
—SEMRORSY, CWP232291 B —FIKKEY TR, BE
e e PEMEAVE FH T Wnt/B-catenin®% 56774, 8 RUFRAL
survivinflcyclin D% FE A FRIK 16 1k P9 5 I 7 i3
. CWP23229 1R T XEVA M BT A S R R
L B BB ChoZE L B, Wntdil
il 77 55 5- 36U R MB BE (5-fluorouracil, S-FU) A W AT
AT pS3AYA A BN HI CSCs, Al 457 24 J5 e i)
FEK, T T watil 5] 5 Ss-FUBESI8TT
BOTEZ AN, Wnt/B-catenin i 518 B0 70 7T 38 52410
il 2308 B TG 1, X R B IR B W B RN T A
PR AREEL, KMJerR . JEES IR R 2y .
SN 5 T yy HoAb e i 259, W EA
Wntfi5 5l AR T, R st G T B TR
ST Wt{5 538 B AR 1) 1R

4 RES5RE

Wnt/B-cateninfr 5 il [ £ CSCs H it & S A 1
H, 4R CSCs iy A FR BB . M5 T4 il %
B, TR CSCsiZ 78 . FERE TN 24 . KA b
SR, BHWrFLRE . R . M. GMB. BT
Jai . A IR A5 R Wint / B- catenin R 5 A &4
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RS, PTANdICSCshg IR . HAGH . iR
ML AR R H, AR R Y & S
R, R B AT REAT e AT 2450, B IRy T RICR .
Wnt/B-cateninf 58 #4151 T A A5 088 A1 1243 12 1)
T, AR TR YT Wt 538 BRI Y 28 1
B, SR, Wnt/B-catenin{F 5 i # X CSCs YR FEHL
il A s A B B, R IE L3I FRCSCs .
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