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Research progress on the key transcription factors governing the

self-renewal of embryonic stem cells
LI Ling-jie, JIN Ying*
(Key Laboratory of Stem Cell Biology, Institute of Health Sciences, Shanghai Institutes for Biological Sciences,

Chinese Academy of Sciences/Shanghai Jiao Tong University School of Medicine,
Shanghai 200025, China)

Abstract: Embryonic stem (ES) cells are pluripotent and capable of self-renewal, thus holding the promise for
regenerative medicine. The mechanismunderlying pluripotency and self—renewal is governed at multiple levels,

involving the transcriptional regulation, signal transductionand epigenetic regulationand soon. Transcription
factors Oct4, Sox2andNanog play acritical role in this regulatory network and are critical formaintaining ES cell
identity. Inthisreview, we discuss the recent advances of these key regulators. These studieswill facilitate the

understanding of the mechanisms of self-renewal in ES cells and provide theoretical basis on its clinical

application.
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BMYERE R N 1 7 5kl RUBLE
MDA 45 2 M R R RS AE I 45 R . Jerp s R 1
Oct4. Sox2. Nanog fEH rfab T2 SC T EL P HAL .
RN X L sk R Dhfg, wRa BT —2
THEES g0 R4y B 3R EF AR T 2 aetE ) 51l
i, Sy S R Y T PR AR 4 1 S ) PR A
1 #h&

Oct4d i Pousr1%9ts, J&+ POU(Pit-Oct-Unc)
ek R X R El i 4555 H ATGCAAAT )\
BRI OR ST P Aok 2 50 R SR R i 4500 Octd
BRIET RGN ZMEE (morula) « ZEWR T P 40 L
DL R G IEIA T _EAR)Z (epiblast) AU 5iam i
(primordial germ cells, PGCs) ofE/NFR, mifaOct4
B FBURGIE T H IR AT (RiR K &3.56—4.5 d) .
LR T AREIE 2 fe tE R N 40 il JF HANRE
IEHHERMAE G ERS . XU Octd X TG AT
A2 RetE 0 M) JE e 6 75 1) o FEARSME TR ES
A, HAAM0ctd MRIEELE MR E M
W, A BERFFR D OIRES . M Oct4 Rk
FIEE AR, 2 FEES g0 J5ah m k2
(primitive endoderm) FI Ik 2704k 1 4Rk EA%
TIEH KF 50% 15, ES 40 i ) 5 [7)3%% 77 )2 trophec—
toderm FlJ5L4h IR JZ 2346168 IXHIR Oct4 7E ES 4
Wb sz 2 TR, 1 e RIAK e T ES
41 i 1) A 38 .

Sox2J&THMG (high mobility group) #H T
. Sox2 JHIL 54 DNA 54 A(T) A(T) CAAAG )
{57 R H R R R Rk ). Sox2 7RG K B 1 Fs
hRIA T WA EIRZE . JiEAMNIEE (anterior
ectoderm) AR5 40 M AR AP AR IR )2 (extra embryonic
ectoderm) ' 1, BEE AL AT, Sox2 ik
BHTIRSS o Sox 2RI R/ B RETE I W JE i, H
HT ARk Sk 5 B MAEE IR (WG RE
6.0 d/AiAi) BT . Sox2iRIIENG, 12 ™ F
XK, AN RZEEL . fE/NELES 4, 0461
Sox2 WFRIE 25 [ AN ML 1714 35 2 55 2 A 5 ) o042l
IXLEHRPE IR Sox2 X T-4E+FE ES 4 i 2 fg P i) o 22
PRI, Sox2 289 55 Oct4 PrfRIAE H 3L [R5 T U
DRI R R IE 1) o I I R B Sox 28 2k 15 S 1 41 i 7 7Y
AT RIE Oc t 4 Pridif, 37 Sox2 [ F 2R
Dhfig it Urh Oct4 (e b PR s Bl el

Nanog J& T NK-2 ZJ% 1) [R5 1 o Nanog &
NG R B 5 IA T 30% Y ML IR 8 DL &

NN . kg, Nanog HIUK
FIB AR AR e, M RBRAMNEME LIF
(leukemia inhibitory factor, LIF) [, 438k
Nanog (/s REREAL /N EL ES AU ORFFE AR AR . ik
Ah, Nanogid FEIK (1) ES 40 i ] LAAEANES N BMP (bone
morphogenetic proteins) FIJGIMIIEEFEAT N RFEEY™
Hum o Nanog KPR/ ARG IR AR TRAE T (W SiR
KH 5.5 dfih). b BWTEY], Nanogih’kT
PR N A A R gk sl B s IR E S T
A=A SE R AN 2R . Nanog B2 1] ES 4H i
R ZHeE, AR N IR Z 40 i (extra embry—
onic endoderm cell) ™, £ AESHH i 4 rf, 31k
Nanog W LIS 40 J 7 o 58 )2 R 440 T IR KF 2 fig
’sz:’f 18]

2 XBERREFRENERIFE:

Oc t 43R B3R AR 3G 08 oo, &
ATCLAR M 2 B e 1 14 7 XS Oc e 4358 o g vy
#4595 FDE (distal enhancer) 7 T 2) 7 375 kbit,
WY Oct 4745 IR ET IR IG GRRYI, WD) « Jidh
ATHAR L. B BS 400, FO AR A L (embryonal
carcinoma cell, EC4Iig) FIRIG A5 40 i (embryonic
germ cell, EG40Jfl) " M3RiE. g ss+ PE
(proximal enhancer) i T-JH3)¥ Liif1. 2 kbkk, i
5 Oct4 AR )Z LS P19 Wi 4 Ji v i ek 17

%% A&Lrh1 (1iver receptor homolog 1) BEWS IF
ST Oct 4 10KiE . {E Lrhl WG IRIG 1 _EREJZ
Octd FRikBhK; (EES AT, Lrhl HRGEW INHE
Oct4 7E ALt R i T FRE AR A, Genf
(germ cell nuclear factor) #YIAKNFE Oct 825 )tk
WA T 15 Cenf BRRIGIHIMHE F R, Oct4
PR32 X sl DA S 8T8 I TR) A7 T 19 =Y s 7E Gen £k
I ES difurtr, Oct4 Bk AR A1 B
JEIR 22,

4k, Coup—tf I. II(chicken ovalbumin up-
stream promoter—transcription factors I, 1) Mg ik
W Oct4FIE™ . (HAF 421, Octd 5y Sox2
EREMSAH AT, T B 5 IR Y TR A
FHIEMFEER, {515 0ct4 LEANIE ) & B B B S AN [F]
A0 B SR A RS YERF AE — NS G I R IE K Y

NanogZEK 5™ JA )1 X I 24N X 4500
PR Nanog (MFRIE W . XL &4 Octd/Sox2
AR A (325 -180 X 35) Fll Foxd3 fr 45 &40
R s IR -270 X Jak) 5721
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S TR T A0 kS 1) 0% B A o DR 9 iR 633

Fesk Ay~ Spl Sp3 I LU LA & 1 Nanog
LR A X (e slid 4R -50 — - 761X 38 FE i3k 1%
FEPIMRIE ), Tef3 W LGS Nanog il #1X
il Nanog i3Ik, MEHYERFETRAIKE, TREF
ES 41 A EHRE . Tef3 Bk Vanog 7K
S EFES 40 M GEIR 4340129 . 2 DNA $if i, 3
5 IF R Ser315 BRI p53 RENS 1 S L4 A 1
mSin3a L4 & T Nanog AT, MHIE LKL,
fEREA L R0 o E I TR B, RO N
(coactivator) p300tH 2 5 NanogfEES 41 M /A il B
Hr Rk

DL ERFFUR B, X s DR IR R I 52 2
LTI R AR . BATTAL T3 4 1 R TA Y DA T
YERFES A0 A 3R HPRES H A E R R .

3 RIREERE R TR E AR R AL

Oc t4Res s ph sl ia ik 5 HoAh K+~ AH A 7
AR 2 1) NS . el R IS A R T 4
FEZ RetE 2L DA, sl — Lo ik 40 o34 1 S5 A
KYEFFES MM 2 fetk. AR IR RaE b, ket
S HYERF 2 REMEIER, W Ferd, Utfl. Zfpd2/
Rex1, Opn%&¥5E52 3] 0ctd PaG I FUFHERE M, 5
—J71f, Oct4 n] LA N S0 E e PR IR I 3R B AR
(human chorionic gonadotropin [ subunit, 2CGh) ¥
Fik; Octd ] LUEXL ] Cdx2. Handl f13RIE
SRBH 1E ES 40 17038 77 2 07 1) 73 AT o SR BB HE PR 1
IR AP X IR 2 5 A7 WIRT TR 1) Oc t AR Sox 2 (R 4 45
P51, %% 0ctd/Sox2 ¥k MRS .

HO0ctd. Sox2 HATWIHIEE & SIAN,
Nanog T4 & L4 AN 8 Wifi . dlid SELEX
(systematic evolution of ligands by exponential
enrichment) F A, Mitsui 25 & Bl Nanog A 45 &7
A TAAT 0PI BEIE R . S X — P81 X g™
78N TAATGG 2 . 5 LU EARSN S & T i 0 5 51 A
A, ISR ES 44> 5L 5 40 6 [ A X Nanog JiT4h
HIIERPHI AT R, Nanog T 45 & AR SF T
HI A CATT 330,

Mitsui Z5 5 R IN Gatab1E Nanogtik 5% i) ES 40 iy
HhRIA BT, FR RIS 5R - X I A Nanog 145
B ARATTINK Nanog W] HH45 5 5] Gatab 1)1
SR DX I Catac Wik, MTRH IR ES 48 2 ) it
AN 7 434k . Shi ZEPY3E Nanog 16 1] LA E
A &IOS Rex 1 BERIH A 3+ 7EES 40t
Nanog 7] LY Sox2 AH L AE B [FE 1 Rex 7361k, I

il Nanog MFRIELER Rex 1 Fikphb. 1A,
Nanog ) C AK¥ixf T+ Rex 1 ¥ & Woam 2 AN AT D 1)

i, DALz iiie BoR (chromatin im-
munoprecipitation,ChIP) &5& it i LS 745 5
T & B K 1 ChIP—-on-chip. ChIP-PET (paired end
tag sequencing) SR T HI M 15 DA N T
XF/INREA A NESA M A S DR U I 28t FR T 35960
LEXTLL Oct4. Nanog. Sox2 MAZCMP)HE kR M
AT RN, XA SRR AR LA A T
—/NMEREEDN . IXSCERELN KR £ 2 5 ES 40 B B
WA . 7E/NELES 4EiErh, 345 4 0ct4 (1
UL DAY A X [R] I 45 5 AT Nanog™ o 75 A ES
i, —F Oct4 g5 4 X A I 45 5 Sox2,
1 90% LA Oct4/Sox2 44 1A 8 T I 4 &
Nanog. 352 ALK FEIIF 454 0ct4/Sox2/Nanogh?,
F—J7fl, Oc4/Sox2 W 4si# Nanog WIHBF, &
ML g & S M EZF, OB T ES 41/
FHETITREIA (Feedforward 1oops) Fl H F 3R
(autoregulatory loops) .iX&bgh RIS, ESA MU
Z fie kBRI R E B P AL R ) R IA DL S A
TR 2 e 2 A S DR R SRR T S TR o DGR i ok
DRl 75 22 00T D0 T 208 0 T — B SR R U
R, AN AR BT AT AL Dh e . eI Z TR AF
ER AT HAH BT T, AR TR R
FeoEbtE, M3 ES g4t FrE R IREPT

T A L PR A 1) e 510 40 AT O 45 D g SR B it
5T, ARZHMZ 5 QRS A E T
RIFH Akl KRB o Esrrby Sall4. Rifl. TcllZEWiFE
W52 0ct4. Nanog W5 BT SRR, BT
GO FEES 40 M3 2K 4 Be AN 2y 4 [0 56, 887400 gl
bh, ZH5MAEROEMNER Jnjdla. Jmjd2c ¥R
ILAERZ Oc t4 P FE A HEFE LR 1Y, Wnt 30 2% P 19 R 20
T Tef3 #YEW S Octd. Sox2. Nanog HIZEE T
W28 mir=137. mir-301% —3tt miRNA X
B IX L S R I E5 5 m Y o XSS R I —T7
[=F 5 T % Si DRI~ 00 i PRS2 DR 42 WL ) R A0 5
Ty J7 AR 7R X Lo 5 s R 1 2 b 31 R Mgt A% &
iy A5 5T miRNA RIEFER M IR 2,
I NN P E A KRN A

YENES g0 N B E R ek 1, EATIFA S
ML R FEE R I . e 152 2 2 0 i B 7K 1)
A1, JFHBE% S Z FIE T (cofactor) AH LA
M, HECE AR E AR M4, DOoRERE ES
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Wi EPTkR, Octd/Sox2 R T ES 4i g Py F 211
el Z 5. BRimslh, #HRERE Salld fefg
HNanog EsEEW, HKFEW 0ct4. Sox2.
Nanog. Sall4 VARKIADT 40 IAH I R R GA o
Nanog/Sall4 W] ATERK 5 0ct4/Sox2 AHSARLI I 45 B
%, X ES 40 M i) B B Bk s B R T 00 4

Oct4 FINanog [ 115 ES 40 Jil P4 o5 57 1A () e 5%
DRI~ Wp [ A F 5 445 22 R 1tk AH O BE DRI ) 3Rk 22 478
W] UL — B8 A OGS DR P AR ELAE L, 4%
ES 4 n) 5 o R 2 10 434K o

Cdx2 RALREUETRZ W e s 1. 72 ES A
Marb, Octd REWEHIH] Cax2 &Ik, FHLL AW SR 2
JiTsr . WM, Oct4 figlis5 Cdx2 AHHAEH],
e — A IS S, Bk Cdx2 76 ES 41l LA K
Oct4 {EV T2 /240 M Bk o W8 2 Ta) R AH B A1
EFWE TIRIG R & F A — o A= v iy 40 i
W5 k77 2 1 4y 1o

Gatab JEfeit o I JZ 3 A e s DR 4l
Wl Nanog ik, W33 Gata6 I 3415 ES 40 i 7]
WA N IR JZT7 1) 34K . AR Nanog IIBEREDN, Gatab
] g 5 Nanog M L AE IR 5 Oc t4/Cdx 2SR LUK
SEY, R TCM ) EJIREFIIRAN A IR 2 534K
HX — B BEE Bl D 1 — 22 IR S B U

UCAEAR, AR Al Ok T 5T, LA
ST N Bl 45 5 s o i 55 T B, RN R
RILT —FRF 1 Octd. Nanog &5 B sk PR 1 4H 1L
YERII B R o eI 10 AL J i) i 1 B 45 1)
25 B ES A0 M YEFr 2 REVE R HLEI SR AL T8 i
E% [44, 16] o

W5t R W, LLOct4. Nanog A% I
P 2t AL T 2 A2 5 R 8 2T 1) DG B D
T BRI R T YA 2 BRI R 2 (R OGN IX
SBR T f5: Daxl. Sall4, Nacl. Zfp281. Esrrb
U, BR T LA EESR I 24, SRR s 2
G RIE T, i 2 WG (histone
deacetylase, HDAC) fl polycomb ZKji& YY1. Rnf2.
Rybp Z101460 , (4G I, BFIERIL T —
HHDACL/2 FiMtal/2 M BRSSP NODE
(Nanog— and Oct4-associated deacetylase),NODEE
GHIPMA Octd. Nanog Z 54l 5% M iF LA )4
5. NODE HAW)h R 262 7y i) dik ok 2 S 80K B AH
SEHE N TE R ES 4N i 4L,

el SR 42 I 8% N 8 1A TEL A P 9 248 2 S5 AN T )
(1, T EATRER AN TOR A R T 58 b Hh 2R ES 4
JH P A 2% 1 DR R AL
4 XBEFETFS5ESHBAEERES
BIEXRR

LIF/STATS 3 4% (3805 6 178 U ES 4il g 22 Rg vk
YR AR H EEMEH . Octd KIEK V578 Tt
fE M STATS 2R3 v A [ EEAHAL IR 4l Jfd 73 A R Y, 3K
PERME LB REAAAEE MR RT). Octd b
STAT3 W] RE AL HAH BLAE . & RE = — RAIUAH
R R UE3ERl, Ul polycomb IR T Fed. 4E¥8
HH Zfp-57 ISR Dax] 1T,

Nanog i ReWAY ES 40 76 LIF 4541 N5
RECRFF AR MRS, UL BERRAL 1K STATS KR A4
WIS AR 09, Nanog HUARAEHE ANMIORE LIF/STAT3 it
iR AEVE, (H AP Nanog JFA8 A2 LA4EFRS ES
MR RS . X RIE E RN T, B
[ R R 4EFE ES 4 A BB ae ). 1 Nanog i
FIAFNLIF RN AFLERS, ES 41 /S 2058 KR A
WP TR, STATS fiirp IR 2 r K
HT (brachyury) fef% 455 76/ i Nanoghk R FJi#5 kb
X1k, 245 NanogHEIK 2K 145 . Nanog L5 STAT3
BIfe 4o B STATS Hsh 1 L, W& IR/
WA R LR Rk o), XL g AR B Nanog 1
LIF/STAT3 % < (W A7 705 % DIRE R .

BMP 18 76/ B ES 40 MR 5 2 g 1 5 T 473 36
HEEMWNMEO. LLIF N, BMP &3 mE1 5
s M LIF fEAEI), BMP 3 i 04 2 A0 IR 2 1)
I RAE L BS 41 i 2 REPEMI4EREDT 50, W5 R I,
1T 3L Nanog v LIE BS 4l il 7EJE BMP/ I35 3 N
FRE 141X 32 2% T Nanog ] IiE i Zd(inhibitor
of differentiation) FERH 1A, IIHIHIFHZSME)Z
ot B—J5, fELIF fER T, STAT3
T (brachyury) BeWh [FIUE Nanog (13615, Nanog
W 254 BMP R Smadl, FHEHAH SE LR A
1 p300 JH4MH 7(brachyury) 55 TR PR (R 5% 51
Nanog/BMP [a] [ § 5 i3 (negative feedback) HLiIBH
1T ES gifiwin b 2 T7 10 434k, XTHERE 2 RedE i
TEIE/EH.

LIF. BMP % i) BB oy B T 75 8 7K
5 Oct4. Nanog SR FAMEAEH 24, &
TR A B IR Z AR 2 b . 7EXTES 40
B SR R T4 S R AT T ORI, 87, 4%

188 % 2 8] B9
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S TR T A0 kS 1) 0% B A o DR 9 iR 635

() Smadl 4547 R 56. 8% [K) STAT3 454 A7 f R Y
Oct4/Nanog/Sox2 # sk AW . i Oct 433k
23PRAK STAT3 Fl Smad 1l SAHRA RS &0 X
$Eox, Oct4 % STAT3. Smadl 454 80 KEER R iR+,
AL E T LIF. BMP i 5 b sk I8 1 2 1]
AR,

Wit i % 55 OGBS R 7 2 [ R D0 R 2 BTl
WALV Tef3 TRl . WaipTik, Tcf3 g
4 Nanog JA 8, MHNAIEFIIRIL, Ter3dh
RKFB Nanog FRIBTF = A M (1) 1E38 43461220 . i ]
ChIP-on—chip FAAE AR TE N X Tef 348547
RPN RN, Tef3 n] LLgE & 4 2 Ge A5G B &
REMKMPIIER, 1MH Tcf3 5O0ctd. Sox2,
Nanog Z [MA7-EA K MILEE G0 . dE— DR
RIL, Tcf3 ALAFE$HL Octd. Nanog FIVER, X4¢
T RER 2 e Ttk 2 A1 P-4l = AR S 2 490, R
Tef3 M5 T Wnt f5 51l % 5 B L sk R 7 2 [l (A
GX4 (cross talk) , 25 70 A IREHAI 2 GetEAL
HERRTE

FHHIPTIK/ Ak il % 7 EES 4 My A IR FB e ) T
B8], T RF SO T2 ) Ak t W] ES 40 i A PR LIF
PO N AR FEAR S IRAS DY . WFFER I, PI3K/Akt
A LABEE Nanog (N3RIE, THZIBEI NIf T Tell
IR S Oct4 LA, BZ2F 0ct4,
Jmjdlas Zfx 558 IR BREE 105560 st mT DLAEIRT,
SRR 7 M 48 S PTSK/ Akt 3B R A ) T AN IE
R TEIA (positive feedback loop) » MITTHTIESHH
L) B 3BTRS

oAbl TGF-B. Grb2/Mek il 4%, #55ixet
S LS N T 2 MAFAE A TR 5 &R, W Nanog #IA
M52 Grb2/Mek J N HI K T o> 074, il
BATIFFR I, Oct4 FEM L ¥ Erk/MAPK 18 %
1) LB 2] 43 () TE SP3BT i o X
T S T O s R I E Va7 T 4R A
SRS | R RO 200 % 5 P 0 P e i TR 8 Y 8 A
JZME IR, HIRNEER ES 418 B BB
FIZ Ge kAL 4 L T 08 ) S % .

5 XBEEREFSRUWELIFE

P I A 1 48 32 B K DNA K2 G (6 S (8 i Fi
SERYR AR ST, AR DNA HEL B . 418
A S B o DL B X G 8 A3 2 1) o A
. RMBAL R IEAEERF ES 1 Z me b 1 4/E H
TR R AZ B 5CTE . MIE RFIER I, SSRGS A

T 5 R WP AEAE A 2 M IR R .

T, s n] DL R s AR D AR
5. Oct4. Sox2. Nanog nJPISL[RIZE & 0172
55 g5 o VR R A B S i ) SR DR ) SRk,
SUMARCADI. MYS3F SETZE351 Hk, #3EM
TR LA AR 2 22 5 s AR B0 1) 1 2 AW AH |
YER, SRR IR TS )26k, Wi PeG £
FE45Y (polycomb group, PcG). Yefd i 55 A
“FSWI-SNF (switch—sucrose non—fermentable) 254
DA 2 WA B2 A WINURD (nucleosome remodeling
and deacetylase)Z£1) ZEX PeG A HAMHEIE S92
(polycomb repressive complex2,PRC2) HIHEFEF 4
MrRE, 298 1/3 %3 0ctd. Sox2 8 Nanog i#s.
1M0ct4/Sox2/Nanog —# #8Z: 5 HIHH K & B AH G HE A
JLT-#04% PRC2 T 51580, IbAk, Hesk I+ RiA
W [FI R 52 BB AL A (1) 42 o 4 2 | 2
HALME Jmidlas Jmjd2c EME Octd [RHEIELA
Jmjd2c W LM Nanog Ji 2l X 45 H3K9Me 3 & 2E 2
B, BHIEF A E AP HPL. KAPL 551455,
M2 HE Nanog FEKIKIZIE . Jmjdla A] DI —LL%
BEMEAHRIRIF Telly Tefep2l1 R Zfp57 JR sh 11X
H3K9Me2 2= FHBEAK, AT S0 IX S BE PR g Rk Y

BOERFE R, Octd/Sox4/Nanog H &%+
ES 4i/fi N X etk i RSk A EEAEN .
Oct4/Sox4/Nanog 5 W) RENS 45 G 1E X1 s DRI 53—
AN b ] X7 s ¢ IR IE K TR M
ES 41 fgrh AN X G pR), 2RI ] ZHBTc4 41 Hg 4
#il Oct4 IFiENT, Nanog. Sox2 tHARENS &5 &7k
Xist gtk b, Xise Rk w2 I MAEES 4
N R Nanog i, Octd. Sox2 J5IHES & 4E Xist F&
RIS+ b, Xise Fak 8N R G 1E R b,
TX R T AR PR 42 0% R AR TAE RO G & &
Firbre AHFURW, A5 R ET R HMENE R G b R IA
Oct4 Ffl1Sox2, MAKIENanog. I ACAKIE K]
X et Tl R M AL BB, $500ct4/
Sox2 NRESS G (L Xist JetofRIX I, A X Jetafk
Bk Xist RNAPT7E 55 110 0% o MG k& 147 21 1
S E 2 M BN, Nanog JFUGKIA, gt
A5 UL SRR X1 st RS Mg AL B 11 55 7 20, 2
f#0ct4/Sox2 HUFH LS B AEIZIX IR, M A7seRik,
MG SCAS X G i fA 60617

miRNA N 18 — 25 MZ AT BRI HUE i i
RNA, HERIE P 1 i 428 10 2 3 W ast A& A& i 1) 07 =X
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Z—o miRNA IR RV S nRNA 5]
mRNA BffE . R AL (deadenylation) A B g4
(a1 INITRYE AL 8 N T S AR = S UR 7 S e i
miRNA W25 7 ES 4 i) B 3557 LA L& 7340 1) i
FE1030 0 ES 2 G R 5 mi RNA Z R R G R
FEAAIAE, miRNA A LU 55 R 1) Rk 1
FEo Bl miR-296. miR-470 LLA miR-134 REWS 45
B A(E Nanog~ Oct4 R Sox2 mRNA FI4 G5 X 01 &A1
RIS, I A it o4t o 55—J7 1, miRNA
152 BIX L S DR - 1 ol AR DA A Oy
T, fe/hEES 40t 3545 55 P miRNA #%
SEHIE (T 81 A mi RNA) (19)5 311X %2 5
Oct4. Sox2. Nanog Fl Tcf3 & AR, H
ZHON ES J0RE IR B miRNA s 10843 40
3 AEAH G mi RNA MUK B84 S PR 5 DL K PeG d
v &l A5 T 2k 5z B . 75N ES 4 i I
0CT4. SOX2. NANOG Z=H ¥4 14 T~ miRNA [
ek, Mol mir—137R1 mir-30110) J5 5)) T H X Sk 5
RF LA S5 G0 il 7R, miR-145 fels
SEAAE 0CT4. SOX2. KLF4 mRNA 13" JEHHEX
(untranslated regions,UTRs) , X Lo 4L S5 K] 1
e R ERIE . Sy — 71, 0CT4 thnfLhgh
G miR—145W) JA BN X FF A mi - 14500 AR 5 A 4 il
WA o AT ) TR R BUK A S At 4 B i
(doublenegative feed back loop) X% LoE A%
K UL ESH 1) A T 5 AP TR L)
Ve o7

DL BRI R, OCH L s R 1 () FE SR BRLAVMH
B K R AR, B2 B L S A
W) miRNA R s 5 KPR . XA ES
A PN ) B s DR R 4 D s SR OB AR A . A9
1, Oct4/Sox2/Nanog/Tcf3 ] UIEHE i HEIE A
Leftyl FLeftyAWFRik, [A] I iX L8 s K -1 S0 1)
N mir-290-295 W LUEIL &5 5 Leftyl F Lefty2
mRNA ] 3" UTRs XM EATHIR I . IXFfEEE K]
[F) IR 52 4 53¢ DR 1 Tn) R A7 ) R 407 XA RR AR “HE
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