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Nanog & HAREE Nanog P8 7E I BITF R 3t R

NFHE, K ¢ SR, RS R

(CRHEBE R} R PR e > IS 28, [ R i PR B2~ F 5 rpo , T IR B B S 30 =, FLIRE B i

HE TR S, R 300060)

X$#18 Nanog;Nanog P8; it /&

FESES  R730.2 XHkFRERD A

Fifi 5 B 982 1 41 Y (cancer stem cell, CSC)22 Ui [
S, A0 AR SCBE DA A e & AR v VR H 4
HA) o Nanog j&—FZEF A0 2 RETE AL EE S A
T, 5% POU 45f 51 Octd (octamer—hinding
transcription factor 4) F14L & HMG £ 1 Sox2 (sex
determining region Y-box 2,SRY —box 2 ) IR 4R
JiG T 4H LY B RSN 20 ReE , A R RS T
M RbR S Z ", RAIARIBFFEIN Nanog 1EIE
JiG T4 b 23K 7R 53 A0 A L RD IE 2 2 bR R
K, SRR IBFFE &I Nanog 7EAR 22 Jivigd 41 it A
AP AELERRIE , I FLUE S50 2 fih g 240 it 2 4 21
) Nanog 3= %% H HAR B A Nanog P8 1Y % 5 7
Py AR SCEEXT Nanog P8 FIIRJIE Nanog 7 HE K g 17
SR TN 74 09 DO A K =35 A iR v R Y
VERIEA T TR 2 G4
1 Nanog P8 5F%Aa Nanog KX 3l 5B &

B T ESE Nanog ZE[H 41, HTi & B Nanog i
A 11 MEFEH (Nanog P1-11), 3% 11 AMEZEH 325
FAAE TR 200 g 4 i = AZH 2 p R 1 20 i
HARAAAER T I SR PR P 7 K Y 58
R AR SR IR 2 rh ) HA Nanog P8 [1)4% 5%
PN N TRZE RS, B 58 B B TF i e 12 AE
(open reading frame, ORF ) , REAS BHPE R 583811 AT
UiBetERY Nanog & Y,

1.1  Nanog P8 5 & #& Nanog A H #9 £ 4= ik
Nanog B ISt VAR X N 12p13.31, H 4 PMIMET
3 AN E RS, 50 Nanog AN [A] , 5 & K
Nanog P8 i T 15q14 {5 A 1 AN, 45
H AN, B A BE P 1 2 5T g B DX A0
99.5% (¥ —EUME o 12 JHIEAS JR il W12 R T R (basic
local alignment search tool , Blast) #4173 K J¥ 4] Lb

E£&UH BREAMNFESEHTE(81372844; 81071731)
EEBN ANFEHE(1985-), &, M EIE MRFE: EVUFESH
FLEWZE; EEEE 4T, E-mail:niuruifang @tjmuch.com,

XTGP AT 5 AR (5R 1),
# 1 Nanog P8 58%R4 Nanog EE KR EHF LT &R

b5 47 144 246 531 759
Nanog C G G T G
Nanog P8 A A T C C
amino acid change  A-E K-N 0-H

1.2 Nanog P8 5 = i5 Nanog #9 & & 44 IR )i
Nanog 5 Nanog P8 1] ORF ¥J st 305 2 LA ,
Blast 2 1781 LU, 45 5 & P& RG34 A
fRANTE] (1), &R FH Nanog A9 BT 1 g 47 51
Nanog P8, [A 1t , W JE DK 4% S5 P W) GEf A Nanog!®¥,
Nanog 25 {4 N- A %fi(aa, 1-94) .5 DNA 2551
R L5 H X (aa,95-154) .C-K¥fi (aa,155-
305)3 DM 1T C—A b A L — 209l o)y
C1 M3 (aa, 155-195) \ (L2 R & 4 1 IX Ik W 465
F4 35K (aa, 196-240) L) Jz C2 454418 (aa,241-305)3
AR Horh N ORI A S B s 09
H 2 WA BB B s B IR Y 1 XS54
BAREDS 5 H AL DNA BCE A5G, i T ilf
FEPRI % 55, C R g 235 48] $af BLA g SR 00T i 4 L
Nanog [F] 5 45 14 38 b A0 % — 4% € 437 7 51 (nuclear
localizatlon sequence, NLS) X T H: & 4% 5 5% [H 19
Uife A mEZAVER X1 NLS (R OCHEE H i 2
[l IRZE RS H Y 6 2 252 (136YKQVKT141),
JCHRH AR 2 AR (K137 A K140)P, i T
Nanog P8 HA AL NLS FYZ MR AT 5578, #Nanog
P8 e v 4%, thHA DNA HRBI07 5 , =Bl &)
ABISEAG Nanog —AHF , L ELA % T DIRE

1.3 Nanog P8 5 i i5 Nanog #9571 B T &K
SENL EEATR Z A B TR PG LA T 3 R0 A IX
K (1) ZEMNE Nanog 9 3" AE4R S X (untranslat—
ed regions, UTR ) —~ 22 bp AYBRELF 51019, (2)7F
FE Sma T EYIA; 251 5 (3 ) FHT7E Aty DX 1) i 56 el A8
G—A fifi Nanog P8 A AlwN1 BEYIN 5012, 1eAh, IRfiG



%1 N5 H, 45, Nanog M HARHE R Nanog P8 7E i 8 Hh (4 BF 57 2 )& 91

Nanog 7E ESCs H1 % s i 45 & KA 5, 5
Oct4 ,Sox2 Pp[al P2 T i 2 [ 1) K, Octd 8] Sox2
BR8N SRS Nanog [3i51, (HIE7ELS
MR, T4 Octd A (I8 )Sox2 By ik, A
X} Nanog P8 FYZRIA A EAE ™, 1j H. Nanog P8
[ 5" UTR -1 000 bp FJ% J¢E IR s AT Octd
F1 Sox2 BIZE G o P, HEM NanogP8 [y 7 i)H]
5 Nanog AN,
1.4 Nanog P8 5 JIE}4 Nanog 14k Le9 B 2 HAEJ
i 5% & B Nanog 3= 22 78 R iR 1 4f L v 22 3k, 1
Nanog P8 2R IATE MR AN B 2HE v {H 2 i
TR WAL AL S XA 5 DI A, 722
FER A L2 5 W A 3 A4S i H X fh 25 e
TEAZ O X IR, H AR P A B R D RE Y 22 5
AW, 2T B, I 4 b s ik
Nanog P8 L) J REWE B i 42 17 41 i 1 5 v T il e
MR RE 77, 10 T P8 Nanog P8 J& 14 it J8 41 iy 78
NOD/SCID /] B B R RE W R I O A 83
AR AR/ N ), B Nanog P8 559 A ffd v i1
AT R A, A8 5 ST X A sl BB ET 4
AL I TF Y H & R, Nanog P8 Fll Nanog —FERENS 15
SR TAMATEE, B, X245 K] Nanog
P8 5 Nanog TELNfE I EA I AALE
2 Nanog P8 5F%R4 Nanog FNRfEHI X &
WG INA Nanog H7E MG 410 i LA K¢
i B A 58 (embryonic germ, EG) 41 g 55 £ 68 M T 41
Ml Rk FE AR H S AR A . SR R I BFAY
e PRAE — S5 A O DL 4 L8 L s O SR8
S5 N LA FERE A0 L | 52 0 A i 0 A G A
M RRE 45 ) v AT Nanog AYFRIKI316-181 ) 2 a2
i 55 VR T 1 200 B 2 A TG PR Bl S PR AR I AR S
(IRFHE, R IR P Nanog (19335 & FLIE ESCs
I ABATS AT HEIN Nanog AT BETE MR A A= & i rh s &
PR BRI B A — 2D B, I 40 i
H1) Nanog E2k H HARFER Nanog P8 154 5% 7=
Py, i LA AT PAHEN 22 Fif 5T Nanog 7 e J7 11 Y
5% KA 7~ Nanog P8 72 K4E/EM . M TG
Nanog Fl1 Nanog P8 7E4E 1Y JF 41 . 454 1 X 3
KL HIRE B2 5 H TS A TERE, BT
PRI 3 B S AR P W) GE AR Nanog, i
PR X} Nanog #1 Nanog P8 7E i (i iF 5 A i VE
4t—H] Nanog 7 .
2.1 Nanog 5mpaigstifetmit A X %2 LI
WE5E % I Nanog BEWE 52 Wi Jit I8 40 i 114 48 5 8 1 A1
JIIEERE ST, U Nanog (i €325 HE RS 4 5i i i i 40 0 vy

SEREIE ILAE ) AR T8 K JRUBE T , T RER Nanog J5 RE
1 1) i 98 20 B 1) e BT R ) A B P
BEAN, 55 A — T A 5T e 2 30, T R L R A0 e
Nanog [ FRIK 5, FLARIE AN 34 58 AR ) v B
IR ) 2 R R ML D T A AT ST K BRI TN
RNA THEA N IEIGE AN T B Nanog k)5,
ZA Y A A CER 11, 4N CyclinD1.D2.D3 \E1 LA
e 20 ) 301 B AR P B 1 (eyelin—dependent
kinase 1,CDK1) 12 ffd J&] 18] 85 11 44 8 14 7 6
(cyclin—dependent kinase 6,CDK6) [F At T,
F W] Nanog A BE Ve 42 20 i J& 3 AH OC 26 1 A 3k,
5 —2 02, A5 A Nanog 318 T I8 &4
il 2L B 98 4 M 0 5 5 AT CyelinD1 Al C—mye (93
ik [ AN IR £E GO/G1 1. e, dE—
A3 o G 0 o A P DU VE & B Nanog 48 1 BERS 4%
Y CyclinD1 B 37 X ARG A D i s HL s S 9%
P, T A HR , AT R A0 0 1 5

22 Nanog HEmiety B iz X &2 20
5T A B SR Nanog 7EFLRIE | UP S8 FI4h G 196
Him RIA 5 RAAER . MEAITEOE, 2 5E R
TNM 3 BARA: A7 2304 5 12202025240 5 15 1fi A8 A IE
R W X L AR IR Nanog A BETE
JeA 1 3 TP SC B PE A I, Nanog 1Y i &35 1]
VE SR OB 590, 245 5 e N LR S5 S A R
BRI 227 B IS 23T BIL O IF 9 2 B, 72 D S0
giffe R H, T8 Nanog #5233 E-Cadherin
FOXO1.FOXO03a.FoxJ1 & FOXBI f) mRNA 7K-}g
1, T Nanog ik b2l AR D™, HAk 38
HWEFE & B Nanog 5 Oct4 (133234 8 Nanog Al
FAERYIEOLT , 23 il i i sz 5 R Slug FikK-F-
Tl 3 204 g 1 dz 3l RE T #9165 A% e ) 1
582, H T E—cadherin 1 Slug 7ERE40M - 5z ) 5%
1k, (epithelial -mesenchymal transition, EMT) % &
FEAEH], PIHX SE 45 5 3R B Nanog HJ AR A4 145
FAANAE EMT M IMe gHa A0 i i 1T R A2

23 Nanog 5 CSC ¥ % 2 & BJUFEMKEBIS
E £ CSC 1E SR M i A A e SRR A 1o
A JIRYIEGE S, CSC AETC MIE SR AT e TE i
TEIGER (9% ), A IS R B, R I 5 3 1Y
shRNA $EAK, il 45 g 9 40 i Nanog 1193235 L
J5 2B RIS i A R AR R R . T ELX
i IR R AE T 9 B P28 JE B e v o i — 2D A BIIE
Szl v T PR R I CD133*5L CD44”,
1M1 22 TR 92 ¢ B v e 38 CSC A 8 W) 1Y 98 41 i
Nanog IR /K -5, B4 CD133*5k CD44* ¥
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%21 %

YL Nanog ik 7/K VW] il 5 T CD13378{CD144-
A AN . EAh ARG W7, Nanog REUE 175529 41
Jirf CD133 M L FEE I % 1 (aldehyde dehydroge-
nase class 1, ALDH1)FJFRIA F IR, B2 kgt
UL Nanog #9335 b5 [ - 4 i 1Y) & 25 %
VIR
2.4 Nanog 5B mpaatthey X 2 HAEA X
BRI IE , CSC Ry i 25 45 5 T P b5 & Y Nanog il
Oct4 MFRIRA X AENEE T, Nanog 5y 7 1A 21
568 1 L XS BB AR 0 245 BE ) £ il i de v, Nanog 5
Oct4 1Y/ A 15 P-WEEE 1 (P-glycoprotein,
P—gp )mRNA 31K 7K, DT 5 5098 4 it x5 WA
T 245200 S A, 7 0 58 s 240 i v s WL 301 S D B
L, B 75 T BFTE R B, Nanog e i 290 i
2y n] BB 5 HAR 5 e 3 KB S OTE A L 3 (signal
transducer and activator of transcription 3,STAT3) 7
1 WIE B 5 ) AT B0 STAT3 R 5 1 1 5 SRl
5 DL BRZ2 25T 25 8 1) ABCB1 B (4 P—gp)
AR IRAT B,
2.5 Nanog 5 & tm e e & w2 69 % & I 40
JiLRE R 3 N HILAA 1) S8 2R G NI CD8* 114 T 4
JHLEE A (R 20 LS A PN T2, Noh 45 & 1L Nanog
FRIKF LR RE S R A0 S AL T A IR PTR S
e iR 20 0 A A DR A0 M 35 T 40 32 5
/N RNA FHEH AT 4 Nanog 1R EZ )5, i
TAANNE SR Ay 22 R AL, RERS DA I sk T 40
PR [A 1t , Nanog AT DAE e 8 167 1 — T T
AL K
3 PhEZHRE IR Nanog HIE S5 SiB RS

IR B BIFFE & B 22 2% 7 I e A b s A9 A5
5 B% 15 Nanog FRIEAT G, 01 AN AE il 7L
FE AR SR A M, 22 B4 K 32 {4 (epithelial
growth factor receptor, EGFR) {55518 % 1) 346 RE
-9 Nanog A2 F1FT mRNA 7K, T E T g
AR A THER AN A BIFSE & B, TRl e 20
Mo, RS EFEAKKE -1 #93Z24& (insulin-like
growth factors—1 receptor, IGF—-1R) 3% LA J5 i i3
PI3K/Akt/GSK 3/B—catenin {5 5 il #% 3 3 Nanog ¥
ST 5 ] IGF—-1R 233X Nanog #ik T,
TELS PR AR b, A WE5E R A BER (focal
adhesion kinase, FAK) fEfgiE 5 Nanog pa S N}
il H R AR B AL TGS . A AR, AR
Nanog AEMS H 4543 FAK 98 301 F, A fiss
FAK BY¥E 55, 2l —A~1E B W5t , R4 3 e e 240
MRS — RV EY AT M,

4 RE
R B 22 1 BIF 58 2 B, Nanog b HC AR 3 [

Nanog P8 7£ 2 Fififed 4 i sl 2 2 b 3Rk T HLd it

S SRR AN B P NIRRT Biles 20 M A 1 5 LT

Mo HUR R A A W24 70 , KA k3l k7 g 41 41

Nanog 5 #1545 B TR A R B DIASC, Pk, T

Nanog 3# Nanog P8 [R5 A] g B —Fh A3 2L

AT R AT T B o B2 I TXT A 200 i b 422

Nanog 5 Nanog P8 ik [ 43— HL il Jr T (1) B 5 1R

/b3 1 HXF Nanog 2R304 Hy B0 L5 d o fif b )y X £ 2

TR ) KA R R 2 D s A H AT RIS

I Nang 8 1 AT REAF1E 2 BRI B i) 5L 1R

LA, TN Ao B s A M 1 Yl it i) 5 H

BIARA WK G . PR, AR REE DTSR TRA, 3]

W — R A PR Nanog HYVEFEHLE A K Nanog

P iR i 2 R JRE R 43T BILAR T X e ARe AT

Bl T AT Y S et A7 Ao 400 M ) 2R AT O L R

WFFEET IR IR T B R A BN 775
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