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BA1E T HRErRIC IRV A R i R

FHOER CER BB KK HEE
(S [ 5 B 24 B R o 2 2 BT =30, S (R 2 %, 1) 443002)

HE J 38 T 4@ & (intestinal stem cells, ISCs)R T BLR B &K AT 48 A= § a5, BRI
EIRAIGIE . M55 E VA BIF R EN B ARSI, L 2R RGP MELRGIEE. &
AR B RN AR T I mfie s, B AT, A MAPISCs, & A WA R E) 64 7 Ariedh B
HEA T ZTRR A F ke, 285 Ml kme K AFe L kX 7 . KR, ISCshrieth a2 ™
FIRH] T ATISCsE M FAF M AR, [FF T 16 R LISCsAHATA M A T4 57 b AR X sk 7@ 0 FF R
3;7?% VAT #hiL F RISCsARie ) B8 ¥ 5 % 4T 482 (induced pluripotent stem cells, iPSCs)#9 #F

HRAE—42R, ARG T MR A K.
xR WIET40M; Lers; Olfm4; Bmil; Lrigl
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Abstract

In addition to self-renewal and pluripotency, ISCs (intestinal stem cells) also exhibit active pro-

liferation, signaling activities, and special epigenetic and metabolic characteristics. The main role is to maintain

the homeostasis of intestinal tissue, repair damaged intestinal mucosa and regulate intestinal cell differentiation. At

present, there are two main types of ISCs, each of which has different specific markers and widely different biologi-

cal functions, but they are closely related to the occurrence and development of intestinal diseases. Nevertheless,

the lack of ISCs markers seriously limits the study of the biological characteristics of ISCs and hinders the clini-

cal application of ISCs and its derivatives in the treatment of gut-related diseases. This article reviews the research

progress of ISCs markers and intestinal iPSCs (induced pluripotent stem cells) in recent years, intend to provide

useful clues for the clinical treatment of intestinal diseases.

Keywords

Ji1E T 41 il (intestinal stem cells, ISCs)E‘E%ﬁ
T AR RS A, HA R ARG Re 71, HE
AR AL BB R TR AEHF I BT
S5 R RE I 58 B L B 2 i I iE &, 2
5 lgiE %9 45 B (colorectal cancer, CRC)%5 5
PR R AR R SR, R e, T HER ISCs
Wi H 11H:2023-04-09 $252 H: 2023-07-10
5K A SRR 2 (LS 81873349) B IR AT

*EWAEH . Tel: 15572761298, E-mail: 381977017@qq.com
Received: April 9, 2023 Accepted: July 10, 2023

intestinal stem cells; Lgr5; Olfm4; Bmil; Lrigl

PR SRR RS 9% ISCs I RT HE AN S8 . IR A AITHE:
MISCshricPnREMAE, T LR 45 52 ISCs A7
EALE . VPN H A AERIRES . B A R i A
AR, NTSCs K 2Ras B F 697 s i «
AR 09 97 A5 ﬁi@%&%‘?%ﬁﬂiﬁ@%ﬁ%ﬂb
TEAR S, AT, TRk O RO JLFI ISCs

This work was supported by the National Natural Science Foundation of China (Grant No.81873349)

*Corresponding author. Tel: +86-15572761298, E-mail: 381977017 @qq.com



1266

Villus

Wnt
" +1 2

1 BHERE-AELEHIRIESE X 3]122%)

Fig.1 Intestinal cryp-villus structure (modified from reference [3])

Fric¥n, B45 LerS. Bmil fil Lrigl 5, il T fifix st
FRic P A DRe LA BT THE A 2R s i B
YEF, NISCs i 5 2 fit T 41l (induced pluripotent
stem cells, iPSCs) K518 K48 B H 1697 18+
KPR LT 2 T e

1 fpEt4mae

FERE LB, 8 ST ARSI I 41 i -
PEIR R B3 2R AR 41 i (the crypt base columnar cell,
CBC) b2 £/ B 411l (1abel retaining cells, LRCs).
CBCss &7 T B 58 Ji 5 Paneth 4l i 2 8] (1) K #2240
ML, BER AP R IR, 2 & T8 i 2 40 ) 3[R R
U5; LRCsA2 1 I WIISCs, £z T Paneth4iiifl_E 75 “+4" 47
BT M, DAEXT ISCsHIR 7t LT T ke s
AL B R H 2 ge it TRk 8 2 IIEHE R W ISCs A7
FE T AR R 4E MRS H (B 1)

184 Rk, VE 20 TR 18 A7 AR R
JOFEMA . — Pl 35 T4 (active ISC, A-ISCs),
A7 AE TR e 258, PALarS AR &, 76 b B it 72
R AT R () 70 2L, 0 407 BB SRS Sy — A2
i 1541 M (quiescent stem cells, Q-ISCs)hz T AH%) F
Fa B3 B <+ A B, PABmil WAnE, XS b
BOH A s R B DT ERAR /S, EAE SR BN U A

R AR a7 3 A B el HAE S AR I, AR
AN 3 247 AR A A i (BRAZIE ORI, s 2
oo R KR NBIFR R T, N A
IThREVEIATE b R A0, 55 2% 104 5K B T A=
T E @, Ak, 1SCs 5 HAth i 4 2.
[ A71E — RN E 22 115 5 3R M 4%, W Wnt. Notch
RSPl LN

LA, A5 BT B R RIS TR R, wT A
Y AR 20 R R 5 1 iPS Cs 51 5 5 1) 71 B 52 82 11
Y, DLBURATTE T RE MR i A P sl g 213, FH T TR
AR IT MBI AG A . 2, ISCsHITE R &
E iz AR BEAVRE L AR 2 AN, R KAEAR
RN TR ME s R e R =SS ).

2 BBiETZRRErRICH)

ISCshricMIREAEN IR RAEE UEH, B RAFAET
TR B AR T R AR A T
TSR 22 (FIE B 2 B, 38 Ik VR S AR ISCs it
A LAHERS % ISCsIAFERL B, ilk— R 55 1SCs
() B AT AE Y R SR I T B, BATE &
RILIISCshric 45 Lgr5. Olfm4. Bmil. Lrigl %,
2.1 SEMTHREFRICH)

2.1.1 Lgr5 Lgr5(leucine-rich repeat-containing G
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protein-coupled receptor 5, XHGprd9)gmhd— LIk
PR LS K AR, JB T GEE ER I AR A 40
JFRFE S R (thodopsin-like family), ‘& #3412 il % 1H,
APAET il . BIEM BIREE &AL ™o pAE /D
B P HEAT 1 2R 8 BR S8 A B LgrS CBCs ] LA 1K
BT i b R % &, EBH Lgrs & CBCs 4 = bR
Y, Xp/N g A2 T Aa s P A AR R STk, /i
Lgr5 4 g EL 25 i 11 70 BB TR BR S e 1 A4 B b
P AN AL R () 22 573 B, LarSTISCs i 35 35 Al i
B RAE I RIE B R R E AR, H U
Wnt/B-cateninfll Notch{& 5 i i A ¥ s B G167
PL A ISCs#E A8 AT LU I PRIG T 5t M 45 1 . (ulcer-
ative colitis, UC)JFREFTEAL . 534h, LerSES
S PR S E B R BT LerS ISCsHIR L,
R B RSN R IR R G i an, NSRS . e
A ARG 77 7 R WA R TR RS, K, Lgrs
VBN A-ISCsIfbRic Y i BLAE, AT LU R i sl A
WHIE A-ISCs, 15 2 M5 51 B 4ERR I B B3 A 28 A
B R, 729 2 SE I 779 (inflammatory
bowel diseases, IBD)H B A H E ) A1) 2% = RN,
RS

2.1.2 Olfm4 Olfin4(olfactomedin-domain 4, S K
GW1128L hGC-1)5E: R 55 4] & MORLAH B 4R V& ) 33 A
SR OSP4 OB S 2T SR VAR R S SR EN
13q14.3 |, J& 7T olfactomedinZ % , /& £ Fi5E 5 1@ %
RIFEIEDA ; Olfm4HE [ — M i PEHE 8 F1(72 kDa),
Z 5MBEM AT, AL TR, g5, 40
Nz 5, FEFIBAEH BN B HEHZP. Olfmdr]
PLIF TS Wntf5 58 AZESRF A T 40 52, 5 Lers
HRIE T Wl & JIKHS, AISCsHIEAbnicd, H ok
T E Ty 2 B Tl T s ) T3S A e ™). Olfim4
ST IR B R SRR S S RIE TR )
fE, HARBKPEIBD 2 B2 Ei, H Olfm4kik
21 5 < 8 2 1 I -9 I AL ) i 25 0 22 DSS
P I 2 10 A, Olfm4 i) ¥ il i 1 F0
18] 78 5 A AR AR AR RE A%, D e 1E e B2t
A, L2 EFTIR, Olfmdw] {F y CBCsIHHs =1
WRICYD, BES 5T R GER 2E SN2 I
B iE e, Hlm RO 8 A Rt — 2T K.

2.1.3 Smoc2  ZrEEERME HE F MR (Se-
creted protein acidic and rich in cysteine, SPARC)#H
R IR Bk 85 45 4 55 A -2(SPARC-related modular

calcium-binding protein-2, Smoc2), & — /s,
J& T SPARCH: I 4H it A K ik, |2 KIE T AN A
A, 5T E . AR, A4Etb A
LU TE Z M AR ISR U Smoc27E /N R TE FE 5
J CRCHZR R R RIE, EAZ Wt FEEE ], (HH
FIE 2 0] $2 52 B WotfE 536 E IR0, Smoc2 72
CRCH J& v i) g — i g i ] 1, Smoc2 T
5 CRCHES) . SGFEFFEF V)M ™). Smoc27E
i S 2 P IR ) Rk S T e A
FEM, B2, Smoc2 7] PAbRic i7iE [ & A ICBCs, fE
I T WE R )R AR R, AT LUATR T W iE AE SR
T T EHT L

2.14 Ascl2  Ascl2(achaete scutelike 2)72 i P 2
JiE -3 2R (bHLH) &% 3% K1 Z R I B 51, 5 DNA
SEE T RN R, I E B A RS
AP 43 6 T 55 22 P 2L 2R R B AN Ak ke A B
TEFIUSY, Ascl24Ed )l b R 1SCsfads, Hi k2 53K
Lgr5 ISCsIGH{H 2%, BAh, AE-T4lHh Ascl2 5 1%
KXW F IS E S S AR R AL, Ascl2
LT H A ER -1 AR ISCs AR ZE 7k,
M FISCsHi i Jn B R 5 14, R Y] Ascl2Xf &
B3 A B 25 o ARV B W Rl () ISCs B A B B 7
XU, AEEE B, Ascl2ili it R i DUSP4(dual
specificity phosphatase 4)1]3% 1A [A] 4% 5 Ml [ &7 T 4H
L 0 e e g2 2 IR, L 4 i e ) B B YR T
JE&NE 5 Wnt/B-catenin [ HE A U, 541 Ascl2
i 35 A BN/ BRI PR ZH A AR 12 ISCs 1) 2 it
FEERIBEHEAR, 2NN RBUET- A A
F R EEREAT AR PLE R 1, {85 2, Ascl2/EJy Wt
BEIEIN, HERFFR S LerSTISCsHI 1%, AMgiEA R
BARSYERR OCET T 7, WEH— PRIk
T2 e B9 AE SR B

2.1.5 Rnf43 Rnf43(ring finger protein 43, Rnf43)
e —MES I E3Z RGN, 4G AT
2 55 22 Mg i o R 0 o T R B OCE EAIEH
frid ik E A Wat/B-cateninds 5 Y 38 A s 1 1A 1
AT CBCsIARZS !, Rnf437E (-7 L 2 R IHAT I
BRI /D BRIIE R T KL FR, X 0]
BEAEVRYT Ruf43 A% e i) s U1, N8 CRCATZE
(125 2% B 1577 5 MSI-high Rl BRAF" " 5825k 5K 1)
Rnf43%6 158438 | UL Rnf43 58 A 1 8 4 B KBTI
YAk BRANEE WatHe 4, 1T PORCN 1] 751 32 2 0 1
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A BN e A AR I R A, IXONTRYT Rnf435R
AZ A ¢ CRCHE A7 F g 20, A Wi 5 ik (] il i R AR
RAR Y 55 B 1 R 55 E Jigpdid 1) 73 5 HFAE , IR ABIEFT R-
spondinFll Rnf43 578 55 K il & SR 3l Wnt 46 14 45 B
J¥y 956 Py A 4 ROV AE LB, I IR e AR Wnt I 7] 24
YIRS 580097 R RE A SR (LSRG B 415 L HEIRT, Rnf43
& CBCsHIAF SRR 1C ), HERAR KM 530 /1M
5%, BB 1A RNF43H1 Wnt{s 538 #% 2 — Fh i 78 1) i
NERAgS 1

2.2 FREEITARBRARIC)

221 Bmil  BmilJEF iR H] 2 1E /N Bk T8 B
Jp3 B 38 N 0% K 9% R B, J& TPeG(the Polycomb
group)Z& K ik, /2PRC1(Poly comb repressive com-
plex DI 72 2 —, B4l — 324N R R R 1) &
H, ERIG R & TR I T 48 AR A e 78 v R #5
HEEH, FEEM THREZS. Bmil FERIET
“+4”ALE, Bmil AHH2 N bR AR I i % 4
Jia, W RAAE A B AR 4h 78 58 42 Bk 2% [ Lgr5 ISCs, M
T 3 5 V7% BRI A HOISCsHE IR, By 145 4 240 Jfd f) AR R
SEUMIRE R, RSN A Bmi 1 ISCs % 77 AT 3k 45
Lgr5 i ™. Bmilid i BH 15 D2 B & S0 40 1) -5
P16™ % H [ AR B RFAIE (1Y) 3 2 Rk 4 15 1l R %5 %
e, B BEREDRE MGV, R b
7 A 2 B A PR P1e™ <4 [ BH 4 4 AR K
YL 57 5 ) B A B AT (1B Ve AR PR e
B 14 Bmi 102k 2= 5 B Treg 20 M & 13 1132 2K, $iEL%&
WAL R4, FF44 Treg 4 Jf % AL N Th1/Th1 742 %6 20
Jia, T HIX — %48 5 v B U A ¢ R CDA T4 il A
KP4, Lgr5 FIBmil 2 IA 7K T B A i 1 3G K1 38 i,
T S 56 M PR BB /N i 25 o % 5 LgrS ISCs & BLAIK
1M Bmi 1 ISCsAR X Or 45 A2, Ui I Bmil ISCs 2 it i3t
Foanih Ja A SV A A, I R A B T R B
[ 259 11697 577 )L sEE Min 4617 2. Bmil
2 FEA L S R 7 34E FECRCT 4 g & B4 AN B 7 )
P8 AR Hh )T R, NIRRT CRCER AL 1
B SRREEO S F 2, BmilJg A AR L T41
Fikricd), HAETNRE 5 LarS ISCs A B M ZE 7,
MK E . TR AR AR 4t
A AR

2.2.2 Lrigl Lrigl(leucine rich repeats and im-
munoglobulin like domains 1)2& — /MR E A, & T
LRIG(& & 5o 2R 5 57 41 G2 B3R A A FR 45 44 420)

KR, REErbB AR S 175 5 4 S i 5 (R 1, TE4E
Fe/Nm g bR RS R R IE T Re A, W
I EIBMPAE 5ok R BORES, Rk T2
P2 2R AN 28 B0, 1 2 € f7 2 7R LrigUbs 1 2 A
[F] T~ Lgr5 ISCs & &3 2 K #64rQ-ISCs, RefEi1h
JE Ty H AN R Z BB e, & b R AR K BT
TIPS, Lrigl & —Fh 2 gets $i] K 7, Bkt = Lrigl
(/N R 2 R A+ Fa I b, g # ik Th g aT bA
FH e R T 55 N P 2B A7 4 2%, DR, Lrigl & —
il 5 Q-1SCs % VI AH K B 4F 7 AR 124, % Lrigl FRI A
FA BT IRN T ARISCsIAE D 22 K5, MR IT i
e TE R AR AT a7 .

223 TERT bl idi % i (telomerase reverse-
transcriptase, Tert) e #1471 VU g, & B AT
SR BENE PE, 1T DK B BT TGGGGE & 7 41¥s in 21
GRS b, 2R RE R RIEEE
MR R, dE &5 5 Wnt/B-cateninl & K] [R5 2 Ye i i
AL RS Wntf5 5B R, GFP 4l it e s — 48 B
Hil1 43 A R TFLRCs, ‘& 0] L= A4 LarS 4l LA S T
AL A 2R, I B T S B AR, IE
StmTerthy £ 76 SR 12 16 38 NISCsPY. TertE 2% i (1T
Uit AL R /N T Dy i 2R 1) % 22 & /3 ABJT 1EmTERT 44
i 551 e 9 40 B A TR B ORAPE B 2/ R
1V T8 20 2005 BRI A R A O, W TE JORE IR 3R ik 7K
ST, SR B RN AR XS 2 IA 7K T FAR, AT 53
TR LhRelEtG . 72N A nlsed bt 4
4 58 Tertydy 1 SR o505 [ i b B A =, AT K
PEAE 2% o T8 32 2 WA, Db B8 e 1RV B S it
TR IERE, PS3IE A 0 ) v ber B 1 i 52K
BB EARY, FEIL™ S s K BIUCHE 1 - e 4h
Jf s AL 00 R, R AR B R S R AR I s R e
HEIE S B 35 ORI ) 1 5 B 5s 454, (it
AN PG TE . 2 = SR RS RS R 60D T &
2., Tert/&Q-ISCsIIbRic ¥z —, $2& i i 1t v] LARE
I JRE SN FEZR 35, WHIA YT DR it R 46 4 5 /S 1)
Jris s A T S

224 Hopx
meobox, Hopx)tH # #X NHOP. NECC1. LAGY%%, &
BN FRG IR B, fE 2 MAH LT 2 RIE, H
VB R SR 55 IR 1 2 5 1 8 A0 L ) 348 R A0
Hopx "4 Jf 7 T b 55 <+47 67 B _HLBE 016 T A3 B 3
(i b e i 2[RI E LgrS TSCs M 372 i 2 11 [+

Hopx(the homeodomain-only protein ho-
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FARERIED., fFElpEkE S, ps7iaid
AR 3 R 1 AORSR  JE T A o s TR
Ascl2 ik, LAYERFHopx TSC S5 140 il K5 53 JiK 6 LA
HMIISCsZR YPO . £ ™ B g LN, % b R 2 25 1 7
A eI Pt Hopx ISCs BT k5, 5 HAE I TE 1
YEHIAHAUAET . Hopx /R g — A il e 41 il 2 D5 2 5 1 4
A IR T L S S BRI DN A 473 175 3 R 4 i
WEELZ UM A YRR AR B-RL T R T d
L VAT Hopx A I T-J 4 0, 2 30 HE 4] b 5 2 P
BRI 1 iR AR A R RE ), SRR 1 AR BRI B E T T
TR A6 97 45 B e A2 A it e vh R 72 A L,
Hopx 1] H T A i 18 R& & 1 Q-1SCs, 1E1# 15 iz iE
R A iRy B A AR

225 MEX3A  Mex3A(Mex-3 RNA binding family
member A, Mex3a)s& —FFRNAZS & & 1 (RNA binding
protein, RBPs), 7] EA E37Z Z& 7 | ik R 3Rk
J&TMEX3(muscle excess) & XK, 'E & NEFVNR
Z IR RIRFE R, A 2 585 5 s, ERRKE .
B RS AS AR R A R R AR T M RN
Mex3abricl T — AL T “+3/+47 B3 & 47 B (1 2% 12 14 5E
ISCs, TEFRASZME T, Mex3a™ ] L= Lgr51SCs,
AJRLAME R HoAd B 73 3 &R 4B AT Bl
WHR G b R, Mex3aeh 4l i nf DL B A6 T BidE S
A HW, JF 2 520 KA. AsiEd
X Mex3afif 2k /N AR B FELH R AL, K I Mex3alfi ik 2k
2 FHE b S A A S T 0 % 4 (peroxi-
some proliferator-activated receptor, PPAR){5 5 i %
B 55 0, 3610 5 20 Wnt/B-cateninid 4 1 B A A
Lgr5ISCs 2k, fe 28 gl /N A KR g2 A A )
FETMA, BEAh, Mex3at il 75 A A & i) b e <
HIRAE RSP R AR B2 FERIME T, AT D9 et
i e HG FE AT RS B B AE bl ). 2, Mex3a
PR EH Bmil ISCs, 1 4ESr B A3 485 1 oSt i 12 ]
THEWE R ARRE . e AR 2R E
B,

3 iR T AAARIcY

Dcamkl-1(doublecortin-like and CAM kinase -like
1, Deamkl-1, FXDCLK1)/&CAMK S I 1 22 2 iE Fl
Tz R B, A5 T UE A SRR AL OB 15
e B R AR AR, IR ML AR C Y, T
A 9 it 20 A S P B 10 0 R BT SR e A

SR I FE K, 2 B I TE R TR AR 4,
A BT I & 5 T DCLKF# AL/ 73 7 $ ) 7)), i
B Wt FU 4 HEDCLK 1 A] DL ik 4 25 il AR T i 121
RTEAE PR S 55, 53 4b, EphB2(ephrin type-B
receptor 2, EphB2)& Eph 2 /4 5 i 1) B 2Lk I, ‘B 45
il 76 A0 M e B b B A= 25 N ) e A, 5 H AL /4R Eph-
rinB 1) 45 5 AT LU0 2 F0{5 58 B EphB2E 4 T
ISCs, H. H/NEphB2"e"4f i n] DLAE Bl 26 88 B, 2k
T LA Ewie, AT DA A0S S50 4E R
P icPILE AV S R 20 I A, XY
T Deamkl-1. EphB2 /2 i+ 40 ju K 7 A 12 M 4742
G, 5B — R

4 BEEETEMR LR

32 R T M2 18 O Ak H A2 N R s 4
FUCIRAS R 4E i, B s 8 1A 2 get, sk
SRR SE (240 M S 7Y HL B A w98 M K B R e
TEFEE IR, FAEE2E . AWML &5 2 AU A
A EENE, T H T 2 66T 40 B i S & 5 1l
FH VG T 480 L AH DA 34 i) 9T, iPSCs4H i vT LA
AT EEFR A A, PR T W bR A SRR, L
ISR B ] DLAE A Ah g R BT -k B A 1 4,
R I8 K B MRS FRHE, B &0t 2 IR A
TR RE OR BRI b R B AR N R, B A G s s A
FAH Hu 35 77 2R G0 Tk EEAL AL 351490

iPSCs 1] LAE 2 U b S ey b R 1 1E o A P sl
TR B, B RA B RRIE T /), tifE
e 4F 4k b (cystic fibrosis, CF). YL PEIEV5. IBD.
Jre S I S R B EH . iPSCs A ] BEAE
RIBAEBRCF R IR AL, DL R B Rl —AMA
AR A KICEFIR YT, JEAE IR B a7+ TitE
it (R AR A MSERIEO, iPSCstil] % (1) B SR A% 10 4 i 7 12 1
HEABRMHAMEIE. @y Kee ). EEREA
PERERFREE 1, v AT IR i Sz va 7 e AR
iPSCsHJ LU HR A BU I S AR T ) % Je S (TG R T
YRR, PR 1 e J 2 B ARG T T BOAE %
Il PREIF T AdE FHIPSCR IR I 2H 2000 N K i 2R 3
HITEERIRARIEH T — Mg B2 B, 41
2 R T 250 A IR R L, 2 B I 1 AT 2
(R BT 7 SRAR AR B e 7 = B R R [l g >k U
IR B AE RRG I b R A e D Re /N ik
gh i BAA WO o R I S 3 G e S v, SR 4R
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Gk -

AAEBIT R T A AT SRS, N 2848 B 3L 7
R — PR T 77008 DU bR I ) e Rt Ay e
MIET B IBDZ YT ) T HP,

J¥ & 1PSCs Az FoAH I K U 1R B F= M WA Dy o
R RN T oAl R 5. an i A NiPSCHTAE 1)
/NP b B 41 L (iPSC-STEC) i) 32 387 284 7 IR 7 25 il 46
(COVID-19)/&k Jufbi A 78 J&K Gy J5 H 5% %5 0% 2 65 1d
Y. 5 bR B PRI PRI, (1 R IEF R L BTt
7% BHiPSC-SIEC A& [# B§COVID-199% H 2% 1 25 ¥ I
R A AMEERICS g A e 4 M VR 1 1 2E
P22 Uigs 2 J R/ i BR AR 5 6 A B PR T B BN
WA B, AR A SR E R E, N
BIFFEN S #2807 10 R A R e AR 38 A 3 22 S
IALIEET, 52, iPSCsTE A PR B A O 45 A 55 1A
HEE, MERES TR, #2 N T iE R A
Mg seia tEH . R Ra . o BR AR 5 A0 B A A%
W FiH, 7R AR 3E N S 38 50 A ) 5 Tk 9 ke U T
BAHEXET.

IS¢
ISCsHE S e E 5 58 H HE G 1, — 4> Fe g 3 o
B OIS T 4R MR PR FR AR SR AL ISCs, 731 A-
ISCsHIQ-ISCs, HAA AR MARCH. HTISCsHIiE
PSR 2 R e, fERR 8 it A7 AE oAt R
BAFFRICH T RE AL P, ISCHEEIIE S5 31
AL 22 U G FECIRAS a3 1T IR 20 2 0L 10 A% AR 6 110
Ak, EZRTTISCs I £ RETE AN B R Fr e /157 B
B, Lgr5. Olfm4. Smoc2. Ascl2. Rnf43/& A-ISCs
ANNEIRE AR 1EY, Bmil. Lrigly Tert. Hopx.
MEX3A T {E N Q-ISCsHIbric ¥, 1M Decamkl-1.
EphB2 %5/ A RF 57 M A 0 400 75 B 0 9 A5 g 1 5K
I UEHE 2 FF. 734 Musashil (RNA binding protein
Musashil, Msil). Sox9[(Sry related HMG box)-9,
Sox9]4x LA Rl /K V- #IAE Lgrs TSCs Al 1k 11 1SCs,
&7~ Musashil F1 Sox9 /& ¥ 7E (1] ISCshric ), xf 4k
FrT RS M G AR, HREE NP
PP AT o
KEPRICY A E TEREA . WEA.
T, E 90 TARESE, sednd 2807 0
WIERKE « 4eFFpiE HAFa S MR 2401738, 1E
AR ERE . AT REEZEEM. mH,
iPSCs A iPSCsHR U5 1 738 J5 4 5w LAUR T-8IF 95 &

P TE G E  BAE ERR  ERESE, RO
TEIT S S R I UL R 2 R AR, e N R
SRR TT J7%, (B8 iPSC M RV S 38 B N
AL TR B, 5 ZE 5 V2 A FURUESE . i
2., BATEATXISCsR HbRic 1) T e, 752
R I 22 5 R e PERR IE R 25 58 RIS AN AR 2
I ISCs, M S 4 Hifili FH 1SCs S HATAEM G T W iE
P o

6 TFAERYICIRR AN RE

BRI R B = A 155 IS C P AL 275 (R 7
TR PRI R, HE CAFF R (RIR 9T T A 2k
TRIT VT8 AH OG0 A A e P TE g KT . AR,
W LLISCs N FERl A S 28 B 85 72 S H T IBD. Al
g7 FITRTT 5 SR W TE 157 49 42 T AL 2R G U 7 1)
oz — o, FHode ] Ly AR PR R B T I 42
e, HEBUE M. RRPE. Sk PR R
SRy I R e, SEPR b, DLISCs A2l i AR
PR 5 VR TT W 2 05 7 THD A T 3R K e B B, 1 BA
KRBT AIEMPHR TR A EERENEIFHE
ez N —REEERERRE, GRS
TERAE A B R NG aT S T4 80T
JTE R . A A R () AN W R R R ISCs it
FHRN, BATAE R I FF] 5 2 14 5
PEISCs. iPSCstnic. AKHFFHIE S AL &
B MR BR DL I R S 1 B B R PR
P&, RO 563 17 T8 A R ISCsRIF B 2588 B4
AR FR BRI TT 22 AR & 22 PRI 25, AT
U1 ) F 1SCs S HATT A= WITE A A MEL U i 92 97 -
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