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MicroRNAsS5OCT4EE Z 8 fIHB B 1EH

IR HILR FiR FiHEE BFE B

[HE ] OCTHLEH EPOUSLEHEFRIGH I —I, EES S /\RIEILT (ATGCAAAT ) [JDNAZEfy. OCT4
BRI N T, FEREIRIE T AN P S 54 ZREVE R A BT, AV SRR LS . A s A
MR . LA . B HUR . AP . B . IRA DS i s, MicroRNAs ( miRNAs ) fE—Fl/NOAE A
RNA, i A SE R mRNAGE LA SR PR mRNAL TS, PR AFEmRNASBHAT & (145 . —SEmiRNASHE RS 7RI 41
HEE T AN FU10CT4, NANOG, SOX2HIKLE4, JEMITHHEANMAIHTE . W1, /b, HigitE b,
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[ Abstract ] Octamer-binding transcription factor 4 (OCT4) belongs to the POU-homeodomain family of tran-
scription factors and binds to an octamer motif, ATGCAAAT. OCT4 is the key transcription factor that is involved in the
maintenance of pluripotency and self-renewal in undifferentiated embryonic stem (ES) cells. OCT4 has been reported to be
overexpressed in various cancers including lung, germ cell tumors, breast, cervix, prostate, gastric, liver, and ovarian cancer. Mi-
croRNAs (miRNAs), small non-coding RNAs, modulate mRNA expression through base pairing between seed sequences in
miRNA and complementary sequences of the target mRNA, thereby destabilizing mRNA and/or inhibiting protein synthesis.
Several miRNAs have been demonstrated to regulate stemness factors such as OCT4, NANOG, SOX2 and KLF4 in cancer

cells, thereby modulating the proliferation, apoptosis, differentiation, drug resistance and immunity of cancer cells.
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1 OCT4T 48

HFLILE Hﬁﬂ%zt“ T 32 3 Z2 Rl R %
¥, DRI A P A T H S LRI AL . OCT4HEA
R H P — AN O A, Hﬂﬁf’ﬁﬁocm POUSF1, OTF3
LOTF4, ZEPOUH N FZ iy — 5 b2, ANRoCT45E
R Fesyeafk I (6p21.31) , K H16.40 kb, HAAZA
LSRR A5, B AR mRNA Y (Isoform ) , AT &
PR 2R 7B, OCT4 Isoform 155 s EE R 2

ABIFE 2 KA e A2 R R SR FE T H - ( No.2006ZD10 ) ¥t )y
VEZ B 300052 KHE, KRR RS EBBERE, KE MR,

KA Il A 5% S IR OR B i = (Gl
sa880@sohu.com; JHIEE, E-mail: zhouqh135@163.com )

BIRMEE . JT#3E, E-mail:

—, BASMINE T 4N, BIEEA RS A— MR
“FIUDNAZS G 45— —POUL R, B RE S &/ \RIK
HEJF (octamer motif) [RIDNAZS S M TREFE T Ui #E 3L R (Y
sk, OCTAR — KRB s K7, TEARMENE G T40
frh 2 5YER Z e PE RN A T RS, 7RV 2R AE AL

A, A AN FUBRAES | B RS
R0, RO . SRR i ek

2 MicroRNAs (miRNAs) 48

miRNAsJE— M/ B BITsiRNAK > T, i
SEFURE YR A S0, miRNATE 1 AL JE ] mRN AT
FEFCXT 5[ VTR E A 1K ( RNA-induced silencing complex,
RISC ) [#MmRNABFHAT B, miRNASTEY) R iE(L
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HRH IR, TR . SRR P & A miRNAs H7E
FEE AR T BRIk, miRNAsZHZUR: Sk FIE] T
P, DEHSRANM A I RERE S, R miRNASTEZH Y
AL F AR SR TP EZ AR, BT, 1E
WFLE YL A, C%E I F A FimiRNAs, HHEA /)N
R B T AR R

miRNAsHE R # 2 7% N FHRNAZ G T (polll )
¥estmy, w=YIo KRB HA IR T454 (7MGpppG )
MEZRBETREE (AAAAA) [Jpre-miRNAN”, miRNAs
TERZ IR Drosha FlH 4 W A F-Pasha i 1 1 F #4b #E AL 70
/I\*Zﬁﬁfiﬁﬂﬁﬁ/ﬂpre—miRNAo RAN-GTP%Hexportin Sﬂgrpre—
miRNAX BN AL . BEJS , 53— IR M Dicer H:
BIYI A 2 0 22 AT IR K JE A miRNA: miRNA* O .
R REEAR 5 R UEARISCHY,  Hirp— % it i Hdi
miRNAsR FA7EX — 5 G A0, miRNAsSS & 35 H
A mRNA 7 U o B L X P48 BE R Rk 1oL

3 50CT448xHImiRNAs

A, FZmiRNAsER S OCT4RE A, 4
miR-145, miR-302, miR-125b, miR-430. miR-200,
miR-335. 1M H.OCT45 X $6miRNAs 22 [F] (14 5 1 X i
SR AN A 2R VE R
3.1 miR-14S miR-145i0 ) 455 B4 5k F0CT4. SOX2F
KLF4[)3 UTRE A LE ] 7, s Fpii /e V2
TAPERAEAE, QMR A B2 ) AR R R
/N g 2 R 20 i )

TENRREE S, miR-14SHYRIKAKE T, FIOCT43%k
IRACERAE G . miR-14S1E A g #0 i)5R) i L 5 0 C T4
IR R i 5 B L 4 L %) o T A LR PR R b B 24
[a] G /Y ( epithelial-mesenchymal transition, EMT ),
Jier g A A RS,

ChinnathambiZE RCIWI I KB, 76K BE T 40 iy

(embryonic stem cell, ESCs) HHAF-1E—OCT4HImiR-145
Z IR, 22 ARBG T 41l (human embryonic stem cell,
hESCs) H1, OCT4{m 721k, MmiR-145F KK, MmiR-1457E
hESCsHFHE i, ZREM:H 4K F-0CT4, SOX2 . KLFY
RBHEXAAME e Ah, OCT4REMSZEA FH I H miR-145 1)
FRzh T I, OCT4HImiR-14527 [A] T AR

OCT4HImiR-14SZ [H] 1)V o9 ZFp R R P45, il
. B4R S AT LLIR S O ct4/miR- 145 -7 37E 1 7 % N
85T CD 133 R A ML 1) R 43 fb R A7), R FE Rt b

miR-145KELOCT4A. OCT4B1. SOX2FHINANOGIHF
i, PR/ USTMGAN I A ES

Wang P58 Z B, OCT4M)— B IEROCT4-
pg4, TENEEANME PB4 . OCT4-pgdIFRIBKIT-5H
OCTA4IEAHIE, 31X A Al BE PR 2 S AR e 411 i Jieh 983 U miR - 145
EH . OCT4-pgafg AWNIEYE, W LR OCT45% A
miR-145307], FIHOCT44E 7EH 4% ( hepatocellular
carcinoma, HCC ) F R K- o OCT4-pg4mu1ﬁﬂ:HCCE/‘J
A, Bk, 7R T S U R E
3.2 miR-302 miR-302J& [H %58 miRNAmiRNAs
% (miR-302b*-b-c*-c-a*-a-d-367) , X JL P miRNAsHETE
hESCsHIMRIIR IR AR rh 235, $at s 4 it E A e o)

16K BRI B, OCT4MImiR-3027E[R]— 1~ 2H 41
[ 15, OCT4. SOX2HINANOGZ, & #miR-3025 3l
¥, b miR-3027EhESCs 1 HE 5B, MmiR-302a7E EZ
REMEAH g rh 2 3R], ﬁﬂfﬁUTcyclin D1 fJmRNA, E'Fﬁ[cyclin
DI /KR, %%GI/S checkpoint, 1J§JT’E2HEIH@}}\GIEH§U
SIS, SHAZHAR T, G IAAHARIRAR. AHZ, #IHIhESCs
*E‘JmiR%OZHTJ'Az?EFﬁGL?EH@%&iijm[”]o TEHeLaZH it
BCEF AR A AN B R 4B Arh ik A miR-302 ) DL
AMM TG TE , SRR SHHANMIEL, ARG AN A e

Brautigam 3% [ | miR-2907% FlmiR-302/# 1 H] 1

X, miR-290/%miRNAsTE IR 4210 B, 78
WRERA K B R /K, TimiR-302/% miRNAsFEE6. ST #¢
ik, TEE7.SHPIRFIWE(E . 3XBERE A0 FFE A R B
R I miRNASTEIR G & B A R BAAR B2 . miR-290
HEmiRNAsTEmESCs H FA N IR FE A A7 EE2EAE T, 1
miR-302/% miRNAs7E 5 11 B BOA 824 H .
3.3 miR-125b fE RN R AZ A miRNAsZ —, miR-125b/E
FEMEEN T, S58E. W, o, R
J2 . miR-125b/E A JFURmiRNAs, 38 1410 5 98 T SRR ik
TR A o)

FI YA T S DTVE S BT R B, 765 S0 FH I G 9o
I, OCT445 4 7EmiR-125b-1A053 30 1 |,  FifmiR-
125bIY ik . miR-125bAY ) FRIRREE AN I8 T2 FIBAK LAY
ik, Western blot/p R, 785 SR AN HBAK1FR A
SmiR-125bF R TAIE, S5OCT4/KFEAMK ., Luciferase
BAELIESE T BAK1J2miR-125bAY ET SR REY, OCT4
T miR-12Sb R BAK1IFR A . X B OCT4[R]#AEH
FIBAKLE R H T, SFmimsl4igid . HCH Mk
B, BAKIMRIATER A E S P 50CT4AHE, i
miR-125b50CT4IEAM S, E—HES0CT4A0E 1 151k

00000
www.lungca.org



o it g 2k 5201 54F 1 1 45184 55 11] Chin J Lung Cancer, January 2015, Vol.18, No.1 © 57

miRNA-125b/BAK 1 I 308 His0E e
3.4 miR-430 miR-430/2 H AT &MY K miRNAsH: K
M, TEBE D A0 AR TN oo 213 B B R mRNARIAE
FH, E#NANOG. POUSfIFISOXBIIL[H 44, miR-430
AT B G R ( maternal-to-zygotic transition,
MZT ) i FEIERR B R AUmRNA, ek & 144k, {57
Y miR-430/295/302/372 5 i I miRNAsTaE T JIRNIE T2 i
M AATEHT, ISR T B AR, X miRNAsH I
2B A TR T A mRNAK T BRIC ¢, 3 1 5 4 R 1412
PEHEST 55 RAS . NANOG., SOXBIHIPOUSE1 S5
miR-4303K 35 IR MHRAL T )5 2l & 2L HE iRz
RS ENTRE - 51]:)i SN
3.5 miR-200 miR-200Z LGS AL : miR-200a, miR-
200b, miR-200c, miR-141fImiR-429, XLEmiRNAsTE
FENRE AN A3 . AR . s E AR, W
miR-200b AT LAl i 41 i 0 A M35 5 . 3B A e 4t v
Ay TR )

miR-200 % % S 5L A e/ 2 G 8 4 |
B2 (Yefafh4: miR-200a/b/429; JefaiA6: miR-141/
200c) - OCT4HISOX2AEL A FmiR-141/200c FImiR-200a/
b/4294% H RSN T, BIEmiR-200sK%% 5% . #F98 K FLOSKM
S ZHE T4 (induced pluripotent stem cells, iPSC) [}
FE T EmiR-200, Z55 X LIE H, WimiR-200s1EH
OCT4FISOX2ME— Y41 B A5 T A 2 e

FEIPSCZFH 1 I BE, miR-200/ZEB23l i 1Y 4
G JEOCT4/SOX2IW — M EZIIRE. OCT4HISOX2iH i 45
A FmiR-200 5 5 1Y I 25 X B $2 3076 miR-200 F T 14
Fik, MmiR-200sM KB AE I ZEB2AY3" UTRIE M
HIZEB2/1 ¢35 . miR-200/ZEB23H F& 5 Wl 2T 4% 40 bk 3:f
METH#BE, fEiFPSCESE !,
3.6 miR-335 SchoeftnerZFHIHF 5 K T — /1% 3
miR-335. OCT4. W JELE 24 M i) o 4 o i, X 4>
i B R mESCs Y H F R A A4k . OCT49K ffiNipp 1 Fl
Cenfik, PIHIBEERMEE1 ( phosphatase 1, PP1) HHHE &
YIRS T, T A R 4 R 85 15T ( retinoblastoma
protein, pRb ) BfRAk., TMipRb#EARIL EmESCs H FHHT Y
PR AR . miR-335TEFEOCT4MRbAYE A, 7EmiR-335
KT, OCT4-Nippl/Ccnf-PPl-prﬁMEﬁmESCs EE Az
B MmESCs/MER, miR-335 EJH, OCT4 54 5E4il,
fj*iOct4-Nipp1/Ccnf—PP1-pr?EEﬁﬁ?3“1‘ . pri‘i@éﬁleﬂﬁ, I
HIEE, @ T pRoJEFE AN R R

GaoZEIR L, OCT4/2EmiR-335M— BTN fE

FA%, miR-338il 4 75 F O CT4 ke i g it 4 14y 446 5
T A0 MR . 7R G0 % miR-33 5 AT LAH ] e P o 7
¥, KA.

+
4

na

OCT4HE DR AER5 NG T 4t It 22 W Re M A 13 FR T
RSN, VP2 IR R RS, 2 M miRNAsIHE
15 OCTAF R MR A AR 1 | e B8 LA ARy 7 UK
JE o X2 BUR] RERE 2 0 MR A T BRI RT I T BL
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