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Advances in research on stem cell markers and

signaling pathways in colon cancer

ZHANG Zi-Yi'", LIN Quan-Ren"”, YE Chun-Yu™, JIN Yan™*
(1 College of Medicine, Yanbian University, Yanji 133002, China; 2 Department of Cell Biology and
Medical Genetics, College of Medicine, Yanbian University, Yanji 133002, China)

Abstract: Colon cancer is one of the most common malignant tumors of the digestive tract, and its incidence ranks
third in the world. Most patients with colon cancer die of tumor recurrence and metastasis as well as drug resistance,
which are related to cancer stem cells. Therefore, targeting cancer stem cells will become an important research
direction for radical cure of colon cancer in the future, and the discovery of colon cancer stem cell markers opens a
new window for it. Moreover, since the growth of colon cancer stem cells depends on various signaling pathways,
the research on targeted drugs of colon cancer stem cell-related signaling pathways will also be a major
development direction. In this paper, the current research progress on cancer stem cell markers and inhibitors of
related signaling pathway in colon cancer is reviewed.
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1 Gt HainEs

PR B A 4 e 4E bR S LS CD133,
CD44, CD166. EpCAM. CD24. CD26. ITGBI,
Lgr5. ALDHI1. Oct4. Sox2 fl Nanog %%, il ¥ ]
T %5 M4 8 CCcsc (£ )PP, Hrf, CDI33,
CD44, CD166. EpCAM. CD24, Lgr5. ALDHI,
Sox2 Fll Nanog i R G 75 UMl 53 BE 73 BH . hE 12
JHHEAER. CD24, CD26 #1 CD29 /&% 541
(RGP IR I 2R, FET R S MR Y B

A < ; 1 Octd. Sox2 Ml Nanog A& 4k £f It iy T 41
Muds Ve ) e SR T, RS 5 IR R O 2
I, ASC¥ CD24. CD26 £ CD29 LK Oct4, Sox2
A1 Nanog — @t T #EiA . L4k, miRNA fEA CCSC
AVIFRIC R AR R, T ELbR B 2 18 Bk
BRI R T 45 B iz W s yr, TR B
R VR 771
1.1 CD133

CD133 ZAHX 4> T4 120 kDa (1) 5 IR EETE

=1 CCSCHHXEMZEHricH

WEH EMN P THEAYARE Sl AR K g CRCHIRNA/
SRS
CDI33  4AfuME  SESHMEER T WhUIDhREM NG, WA 4NN SR RRE. RS FRIA
JEAR AN K R EBUIEEEPS
CD44 A RRESEMEERA. SRR, EEMAIEE.  H5MRRRE. BRA XK e/ R I
e i bk
CDl66  4HfufR  RIREEIREEES S 5RO S8 WE R RIER ThEERIE
HIEEEPS
EpCAM  ZHffilE  RxRESEREER  FEYAREEN . 4T, R’ fesMR A, (EHEMT [EESES
HEAH I AE SRS T 9% M 2 i e e 72
CD24 NfufE BEREMEE . VETAUMBNH, SR an iR S N ZEPS FRIA
el I IEFEATAE W R
CD26 AfE RREEREEREA SR, SRR, & SHCRCI R K EREAT K ({32
SRR T R
ITGBI A diRERI Ak Z5YRRM . Wi, B 15 N CRCHH A i1 A= KA FRIA
T, fERENE . HRBE T W, SRy B
KA ZEPS
Lgr5 AR TREEBEEES ZH5WalE SESY, SIGRAE Mg . RREY hEERiE
EEPS
ALDHIAL 4Hjfi)ii B WARAK RN R, 25 S8WEHUE. WaERY RS
SRR SR RIE; W
ZH5IER THRMAER S L
POUSF1 T T HxPHT RYEFFIRIRTAI. R THIRE (et iRt ki FRIA
4 % TR HHE 1 K AL K IR
/YT, 55T 2B
TR R
SOX2 Mtz HexET HEFEIRIE T4, S 520 SOX2M R REMREECRC  HRik
IR A SRR 4R P S A R
Nanog Mtz FerET R TARZ M AR SR RE SRS, f PItERE
R R RE T2, 25 OB AR et
LRI IR S KR
miRNA A AR FEEmRNARE miRNAKIA/KT 5CRCHE  SCRCHIK
FERNA %, KrEmMIRNALCRC FImiRNA
() 2 5 AR O EELiNEE S
ik, A
{2

VE: PSR e Rk 3 T Wikipedia (https://en.wikipedia.org/wiki/Main_Page). National Center for Biotechnology Information
(https://www.ncbi.nlm.nih.gov/). The Human Protein Atlas (https://www.proteinatlas.org/).
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WA . CDI33 75 1F %3G T4 M. P9 R A4 e
PR TOFR R A0 SN S FLIR . R MEVRUIR
TE. B, HAE, ZREHAHNE T RIE.
CD133 T4 % e & Pl i o CSC 1 ik An £,
COFEM R . OP S ATAMRE . A S e A R
Jii. 2012 4F, Schneider 2 " {{HF 58 % B, CDI133
YEN CCSC KA RbaEY), T CD24, CD44, CDCPI1
1 CXCR4.

WAk, fE—LEiFFE T, CDI133 Hiik B BT
TEkrE M. B CD133" " H T Fill CRC #E @A
BEAEAN Y, CD133 Al {45 B (colorectal
cancer, CRC) IV E G TT #0045 M. I 4F Ifs PR S2 B AIF
B, CXCR4 fil CD133 3523k & I~ 1 45 0 i
HWEARKEREZR, RS54 WK g
¥ ; CD133 fl ezrin & H 2 A #ill] CRC 3% Mg
REFTE A RIEENE ; CD133 PP HERIE 2
DB AR 5 25 1 B R G 7% 28 3 53 )k 11 B 22 £ [ A
#, DR, JCPTRE R 45 I B AL 7% (s R A= b
E P, [, Li % PRI, p-STAT3 1]
RefE N —H BliEsr 7, @it LiH CD133 2 545
e Ak e, I 2 AF 05 BR  survivin R,
P27~ STAT3 R 1R M 45 B ¥ (1096 )7 #E 1. Ning & &9
WL R I, HU CDI133 FLHEHLAAR SN-38 4l 2K K (1 #E
[F) &5 25 ] LAY Bk CD133 BHPEZH AL, 2 21 $0 ) frh s
AT B2 B R E R, e — P TE R (5
K EE G TT 77 % L ERFFE R W] CD133 ikl
TERG RS EREER A R, X4
Je BB 38 B TS B T RHT YR 9T 7 Rl B — 52 1IAE
., AR R B AR RS HLEA &3 — PR 5.

1.2 CD44

CD44 9l Fx 4 U9 5 20 g 2 Bt 4 - (HCAM),
AEXE 4T A 85~200 kDa, 781 2 W AL sh 4
A I, T HANE T 1~5 F1 16~20 4 5% bRk
R CD44s 75 R Z A R b Rk, & AT A8 4k
27 ) CD44 BY AR A FR A CD44v, —48 b R4
W FIA T KA A (CD44E), 3640 R T v8~107,

CD44 5 H A Ax EW A 5 T AE N K & SE AR i
JE I CSC br &4, BAEFLIRE. 45w A 3 )
5 B, A Kopp %5 P BT, CD44 il A2 45
Jo J5 A Bl CSC HIZE R &S 3 Zhou 25 P9 B 7T
RI, M HCT-116 4i il 73 &5 [f) CD44" 41 Jfd 7T g 2
A5 45 w4 KA G CSC ik, CD44 it 5%
I 1) 485 W e 4 BT 65 i e 1D O e N i D B A
R PO ST K B, STATI &5 CD74/CDA44 1E 45

Jor e AR R v eIk, AT VR Y 45 i de 400 A F 28 B D
IR RE ST, 1K 7T g 55 R AR B R e R s AR 5% BY
B4k, Wang 25 B2 0F 70 3% B CD44 (1 BY 2 45 1k
CD44v6 /& CRC MR HFZE. 714, mT4h
JifEg o CD44 57 4R ) 3k B 3 T 1B H S5 i 4 4,
H AT O = # E H—MR RE4 oK IR (HA-SS-TOS,
HSST), ‘Efem ERE R4S CDA4 2Rt F ik
PR 20 P, I i 3 R 1 24 4 R TSR 41
JE A i R B SL G R BV, 3 O SR SR R 4 T CD44
TR I I B A T T

1.3 CD166

CD166 52 fHXT 4> it &4 100~105 kDa [ 4%
BREE B R RIS SR . BRI T 48
MR Rz AN M. E R A AT AN, #R& T,
MR IRANA, DA RT R AN B i R ek . A i
T YR & LR T, CD166 /i SR b B 4 i 5
CD6" 4l ffI A0 FLZG Bt .

CL&1 CD166 5 /i 71 s . HORARE . 45 e
LY RO BB AR S, T SRR . BRI
52 U AV IO B IR BE#K 55 . /E Zhang %5 BY (1
W7, CD166 [)m3kik5 CRC BE A R TG
R0 I A B S R AE AR O o 3K 1525 B i
57K, CD166 PHIH: K IA BE (R IR (F iz b 55 72, IF
HEWM CD166 FHPE R 1 1) 45 1 Jees 240 M JF % 7% () T
PRSI, YONERTE N TS A BB bR & . BRA
24 DO I BB 54 BT O R R W, CD166 (R Rk
AR e R e KIg. REB KRR, IfHBE
% CD166 [ Ik3G N, MR | . e
S5 5 TR R R R, SEUEE TS
AR, LLEYULE CD166 AT {E K CSC tr EWTE 45
i R U 5 T AN, %o 4 s A B el R T B
IR L.

1.4 EpCAM

b R ARG IR (epithelial cell adhesion molecule,
EpCAM) /& #H 5% 43 F Jii & N 30~40 kDa [f) B i ik
M H . EpCAM &7 265 A G 5 11 5k 25 41 A 1 4
Hi # 5 #4358, (EpEX) A1 26 AN I iR Bk ik 2 Rl 1) 441
N 45 K3 (EpICD). EpCAM ik A {E Jy CRC I R
LW A AR EY BV 5 i EpCAM BIYLER AT &
I Wnt/B- IR (1R IEBRAT, A sk 2> 41 ffa 1
FEFIE N TR B,

Kim 25 " %8 EPCAM 3k (1) 58 432 5 7] Fil T
i 106 EpCAM 2% 75 ‘3 1) Lynch £5 & iEAH G ) CRC,
1M EPCAM 1A #1345 43 1% 2 v FI{E CRC H fit 8 12
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ZVERITG A B TR bR, BEAEDT 5t © 440F B EGF
ZAk (EGFR) 30 v] LIS EpCAM 3t 1 1/ 1 i
WEE F KSR, 51 R[] 4% 4k (epithelial-mesenchymal
transition, EMT)™'"'. 2018 4£, Liang 25 " #f 5% K 90,
EpEX it i i EGFR A i P i 1% 14 78 EpCAM (1)
K AidE, BETIAE EpICD 212 B- HE¥F i A 1A% % A F
A S R Fak, 1T EpICD fIZ A 2 5 CRC
BE MR R A TG A RAE DG XL R IR 5
X EpCAM [T HEHUAR T e R 45 W e b6 75 22
(KIVA 9T 77 3%, i Liao 25 ™) J1 % 1 —#f EpCAM th
AR EpAb2-6, & 1E 25 iy e 40 i b v 40| EpICD
FN B-catenin AL LA I 75 SAUMIE T, KL, W H
T CRC J847 ; X T CRC [yt — 1 55 45 B R W,
$it EpCAM mAb F fei& FH TR ERIZWT . filE. &
BANGYY, AN EpCAM [ 1A 55 i g i3k
JREVIFMISE, FEH AT RERZ RS AN 1T B,
1.5 CD24. CD26F1CD29

CD24 7| % #F2E P (heat stable antigen, HSA),
Je KN 43 T3t &9 35~45 kDa [4 Ma % i 4> 1, 7T
I8 ok pE FE i S BE WL EE (glycosylphosphatidylinositol,
GPI) #fi 72 241 f B 1 ZR 4. CD24 7F — L& i,
WIE . T8 WS A CRC R R ; HAER
—LepiR, PR A KRR . PR RR
I, CD24 =ik v VE R4 w4 i) CSC brik,
[ B FL e A A A S S R TS Rl 2 47, Paschall
S WBEUEN, Bt S- BURMERE (5-FU) A4
TR FE4 L) CD133 R iA M CD24 (kKL S
55 15 31 45 g o 1 K fE . Wang 25 ™ U BF SR SE T
CD24 L) Hsp90 ficiite 77 Xi5 5 CRC ML LR, I
PR STAT3 /v 51 VEGF #i55% . %% 4 R =R
S AR VP Al PR AR 2543 2 ¥ CRC B K48 B 2
BRIETHME ARSI K, X CD24 £
B 92 W) K B R IE (60.5%~95.5%), 7~ CD24 5
gEfp R R AT o6 B Rk, CD24 7 Rk Xt 45
Vg 02 W B AR 4R S E

CD26 & — B Z M AEY) 5 D e ) & B i,
BT 2% E Al S9B ik, H5'ER. w5l iE
IR IR 8 45 19 & 4E 5%, Pang %5 PU B AU B,
CD26 #1315 5 CRC /r I 2 IEAHE, HARJS CD26
RIEKFFEK. CD26 [ E#RIE R CRC VIR G s
AR PIBIE T, CD26 A fg A CRC B3 A H i
JEkrE P, CD26 5 CXCR4, CD45, M6P/IGFIIR
SFEAEFR, ATHERMR R 28 B fER CRC
T4 M i bx B4, CD133° CD44" CD26° L CD133"

CD44" CD26™ 41 il frI MG 5 g s ik, B0 R 28 1 H.
oy KA R, HILEA W R 21, 33 CRC
BETVEA R BLAEME S THERER P, it
CSC CD26" CD326 {E¥ iR 4 N2 47 /£ 55 CRC &
TR, EREREAEEEKR D LR
KW, CD26 5 45l i e 1) 52 5 R0 7% % V) AH K,
A CCSC A % Thr &M . HIZHFE KK T
CD26 BTkl HsA REEIER R

#4525 Bl (integrin subunit beta 1, ITGB1) &%
5 441 i 285 PR R (R 5 32 44 . Song % B F 5T R L,
ITGB1 795 A\ CRC 40 il iy A= K ANYH 1= ITGB1
FARZ TR %2 251 (single-nucleotide polymorphism, SNP)
A fgsE CRC B H UG EWbr &Y, JoHAERER
oy i e B ORI 73, ITGBLI £ CRC
o BCH B ), et CRC#EJE ; mRiE |
ITGBL1 5E&EWEARA R, Kk, AraefE)y CRC
BE TS A brEY. tbsk, ITGBLI A fE
8L FE 5 BT (focal adhesion kinase, FAK) 15 5 i
%25 CRC [ fifz 2% B,
1.6 LgrSs

B REAMREZT RN GEOMKZIES
(leucine rich repeat containing G protein-coupled receptor
5, Lgr5) & G & FA MBI 7- 15 15 52 44 68 5 Ik Jl 57
4 /& R-spondins [ 5214, Lgr5 7 CCSCs ] 4 HF
EE B REZENIEN, 245k ERT A
Lgr5 5% CRC AR ZR, HmEiLk5 CRC &
HWEARAS, 1M Lgrs mRNA £iA 2 CRC 1T ]
BF TG R & P, Martin 25 ) () cE i Fe £ W,
Lgr5" 241 fad™ 3 j& CRC g [ JiR988 J7 ) 2B A Je 1)
PR, S 3CRF CRC AR Ny 4n e ik 4, 327
H HA CRC AT & o 1F Zhou 2 ) [y #ff 58 v,
Lgr5 i % 7€ A REWE A1) 45 g # # 16 TGFB {5 5 5%
SHHETE A, 1 Lers rs17109924 0] BT #iill 5-FU
BT 145 s S5 1) B2 IS T] (time to recurrence,
TTR)Y. DL RIS AR 8, Lgrs m 1 Jy 4h s i) 4
HIRF,  F T4l i R T .
1.7 ALDH1

LIENE M 1 (aldehyde dehydrogenase 1, ALDH1)
e O A B F R 2 —, FE— 2B,
B FUIE KA R R A R R E AR .
ALDHI £k 585w il . 25 L Kz 28. %
# V) FH . Chen % ) [y 5256 45 S % W], ALDHI
R IE R CRC B#H TG AR ¢ £ Yang 5 1 1y
L, RARE M Z AR B i o8 ALDHIAL Rik
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& CRC [ TS i 4 (P < 0.001). Dylla %5 7
(o 7 R B, ALDHI 3R IA 5 A T i 98 48 i 1) 48
Mo, Kk, tbHANR CCSC hrEWE EiZ Wit
Goossens-Beumer 25 ) (1ifF 5t %8, ALDHI. Survivin
A EpCAM [k & Kk & CRC &3 1) — ML i
Ja BB, 1 H ALDH1 Bt HoAth 731 bricd 43 1% tH
()25 e B M B A S (B0 e /. BRIk, ALDHI
() B R B S oAt 7 AR GRS R IE, #R W]
YEJN CRC B3 HlE 12 i) B 2R & .
1.8 Oct4. Sox2. Nanog

J\RARLE A 55 K 4 (octamer-binding transcrip-
tion factor 4, Oct4) /&L ¥ POU DNA 454 iR /7 4]
I Fe 7 R 7 WEFTIESE, Octd fE4EFF CSC
AR b O T EEER, HREBOA N2
CRC BFH MG ZE ®7, Padin-Iruegas 25 ' Hf 57
i, Octd 8 ik RIATE 45 e 1 R A R e i fE vp
BAMRBHER, JFH Octd &4 FF 45 79w CSC FE4H
JAETE () SR B 6 IR 7o Wen 25 U0 5 B 45 fizg 92 411
MBI TS5 Octd PR () T ER S AHOC, AN Oct4
A B I 4 5 U TR O ) R AT ) s R s i £
SR AR R, B fE, fRATE & H T Oct4B1
145 s AR R BUm B R R EE R 4518, X8R
IT 45 M, e FLR 20 MR T IR T e U,

PE P E X Y HESR H 2 (sex determining region
Y-box 2, Sox2) /& 5 B e s K 1 KR Bt . 2018
&, TEYFIZEN " 7RI, Octd Fl Sox2 7E K
Jim R B2 RIS, SR reE B, oY
o4 R E UG, HXTEEM G AE KA E
FEH, BEA K Octd A1 Sox2 N K e it
I7 T e S T W K B 4B AR . E4k, Lundberg
S 5 LR, CRC HH Sox2 1 IA 1 CDX2 (caudal
type homeobox 2) fX7i%, FF CRC BHEHE AR .

] Y5 HE 25 1 Nanog (homeobox protein NANOG)
YEJy—H DNA &5 & [RIUEAE L s R 1, 3 K IAE T
e Sl FUBE. M. BB . SRR A0
IRRG RS . 22 T A 5T 989 45 22 o 1t Joh g vh e
AR, L R R s I PR T A 2 T
Nanog & A{ES w40 h i 3k )5, 40 5230 58
o TR AR R, X58FNME.
B 45 3 B AR AT 35 3R A 55 7. Mattoo 25 ™ K 3L,
H[1) Nanog [ 5 K17 ¥ 0] LA N BH3 45 4 3 A5 41
YI{E CRC IR Yao 2 U & Bl Nanog FH 1%
X B CRC AMYH A s T A M iy e 1k, 1 H R
b R A i e A B R, 1 B Nanog {5 5 Bl /£ CRC

B R OCEEE R, X5 T N IRTT CRC T
FE#AR. Pan %5 U7 (R 7T 45 SR K W, Nanog nl T
T8 i 3 ML T miR-200 75 1 2% 1k HE 1 R
EMT-MET (mesenchymal-epithelial transition) [] 7] %2
4, Nanog-miR-200 % A] g &% CRC 1) R 4-#E &,
EAR UL ER IR Nanog Iy CRC VR TT L
br, (HEEFHF7E £, Nanog Rk HIE &ML E
FI R, B WM AL AR T U T — R E
A Re e L HBUR A 1. Bk, kB R
Nanog & 75 1] LAE A 8 (07 305 R 2 R o1
ML
1.9 miRNA

/N RNA (microRNA, miRNA) 7& — K Z % /)
Iy 1 AE 9 5 B BE RNA, K222 nt, 852 it
RNA [&fi#. PHiE mRNA &1 DL S 78 522815 0l T 52
Wi %% 5% Sk I 1 R A 5 R 8. Yang 28 7Y R ] qRT-
PCR i 35 K 20 &8s (TCGA) $dli 2, % 205 4]
1139, 10 A0 IV 3] CRC B A48T 00, LA
miR-16 A & 5 3 K, &K I 5 i miRNA (miR-15b.
miR-215. miR-145. miR-192 Fl let-7g) 55 CRC K] ¢
B AAF I (PFS) AU AEAFE B (OS) BEAH, BRIE
T miRNA B A 1E A 45 W e U A= P bs 9 101 R
7 11. B0 CCSC X} 5-FU 697 HI P itk =& 1 ] CRC
YEIT R MO B E Rl . miRNA [ 58 0 18 4% 22 o s
se 5-FU My 25 AL 2 oT k. X HRE
miRNA ] {E AR 6 45 e 1 A= D SE R o

2 HpETHERSESES

I H 5T CCSC brEA AT LA 5t s il s g
MIAFAE 5 T 4R CCSC AHRAE 51l B 7 F B8 1%,
AT R B R NS, g i 2 W RG 9T
FEARCME B2 o — M I 5 4 B 1 3 5 R 40 A 1)~ A
MG SRS, — BAG Sl g R e B
JE. B, BHRTAY, S 0 R 1A S I8 s
T ] CCSC K 72 R K VE 97 45 W () — RO J@ 7
. HIRNZSH CCSCAKRETEBKEZ, HEH
T 5E ML 45 R 75 T 7] = 22 Wt Notch A1 mTOR
Gl B, FCEES 4 Wit Notch A1 mTOR
55 I % S FCA I o
2.1 Wnt{55EEg

Wt {5 Z@E B 2 A HMMOE R, wikfhkE
HAIA] 4 f iz sh AN AE . Wt {5 5@t 2 5141
MBI T AR A5 T . RE R Wt (5 518 S
CRC &4 4%, H Wnt/B-catenin 15 5 i 1% 2% BE
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TEJENE R AR L, 29 90% B CRC 3 1%15 518
PR R A T AR P, X AR 3 R AR T R 1 4
Ji 5L AL 3 [A] (adenomatous polyposis coli, APC) £l
B- I (A FE[A] (B-catenin), & 1A 5 S0E M
HWOE,  (E A R R R R A AR Y B AR
FRI, APC gmli Wnt 18 #% 1 R 8 -, R,
APC K35 5 Wi Wnt {5 5@ B ™. [, Wt {5
5 PR 1T I 5 B-catenin () F ik K Z 5 EMT, i
M2 56554 W )w £ N IR 2 B0 b B2 e A e %
F&%5. £ CRC #1, EMT §40i CCSC HIHg A, 45
FERIRE S, AR R i i i f ™, 1tk
Ak, Vermeulen 25 ™ #f 9% 7, Wnt {3 538 K 75
WO e 3 945 e A M () 3G B AR 28 B ), IX 2
T2 TR BV RIE I FEUY . Ler5 /2 Wat
5T AR LA, R 2 CSC I LR T Ar
L ™, HER Wnt {5 538 1 AT 15 CCSC 80 fig
JIIbR &

Wnt/B-catenin {5 5 4% F i@ 42 40 T Mg i A= A ik
JEfrht . BRIAZIE B PR A K B A E R
1. B AR 25 LA ) Wnt AR R 52 44
(LGK974 1. OMP-54F28. OMP-18R5 #1 OTSA101).
B- EME M E &Y (2R EAT , DIF1/3. ekt
A Z. Pyrvinium. G007-LK. XAV939. JW55). B-
EEIN R E AT - B2 AL (WGA) 1 B- I R B
SEE AW (PRIT24. 484 F D 48 H R, PKF115-
584, CGP9049090 fl SAH-BCLY). Hrf, fE4E4 o-
Ik S ¥4 F2 i Porcupine (PORCN) Xf Wnt fig & 347 fig
ARG A 2 o i, HBG R 5 RS2 IR 1 455
B /1. LGK974 j& PORCN 14 RURe 5 /N 741
Hil ), 8N A Wnt B8 3% K] Axin2 (1) 335 ko>
LRP6 [ BB AL KA [a) V097 46 i de, HAT4b T 1 3
Il PR R 56 By B %, 3R 4R -2 (cyclooxygenase-2,
COX-2) RIS A2 RE AT #1 M2 E2 By, ki
FHIRE oA BB 3B AN HE 1 2 (Axin2) RiAK
PHE B- S EE [ A, B2 30% Wt g . JE
{314 24 (nonsteroidal anti-inflammatory drugs, NSAIDs),
Gy =T UC AR 5 PRIR BURF 3 1% COX-2 #7714
FERHE AT P ] COX-2 i) Wt 5 545 17,
It Ah, Chen 25 ™ #F 58 & B, FH535 w il i 40 [
Whnt/B-catenin 15 5 18 %, 7 mRNA & [ i /K F
A ZCF W eyelin D1 A survivin 5 88 2 K] (1) 3R 1K,
0] 235 i e 40 P ) S 5
2.2 Notch{5 5B

Notch 15 518 % HH %5 B 1) 52 /& (Notch 1~4). L

A §-likel. 3. 4 F1 Jagged-1, LK Jagged-2 FIk% N
gE SR MR R 4 K. Notch Z481(5 5@ id 540
AN AIERIA T Jagged BY & AFRCARSS SR . R4S
Jg g v, I S C A H 2R 5 41 Y (stroma cell) 77 AR,
) R A R gm i ™. SRS S5, Notch 52
HH R R R - &R E AR (ADAM) 1%, B )5 #
5SS RSN 1) y- IR E A& Y1), 53 Notch
4 M 4 45 74 38 (notch intracellular domain, NICD) M
JERE TBOH: 2 o B 4 % . A% NICD il 5 454 CSL
5 &%) (C-promoter binding protein-1/Suppressor of Hairless/
Lagl, CBF1-Su(H)-LAG1) M fij ] # Notch & JE [X] fr)
Rk, 3B ML G N 9% (MYC. CCNDI). 73
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