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& ZE: microRNAs miRNAs)Z LA A P — £ KE L A4 21~25 nt 69 3E %A/ 5 F RNA, £ # F e K-FiRAE
K HwyFiA , 4EH microRNA 89— R——miR-9 S 2 & TR RSP, 5 R9FF AW, ©ERAKIE
FTEGAEYFER, A5 RAEAMROEREA T A BB BRI RSO0 F S/ AERED), mAL KR
FALE SAT R B, RO A AR RS T REF B ENERN, B, miR-9 R T 48w
EREAGRABENEE RRGEFAAFETEEL,

KEIE: miR-9; W PG AL, a5 AL, A TE

FESES: Q74 XRKFRIRAD: A XERHE: 1007-7847(2014)05-0435-06
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Abstract: microRNA (miRNA) is a kind of non—coding small RNA about 21-25 nt in Eukaryotes. It can reg—
ulate the expression of genes at post—transcriptional level. As a member of miRNA, miR-9 exists in many
different species. Recent researches have shown that miR—9 has important biological effects in vivo, for it is
involved in a variety of physiological activities of the organism, such as the growth and development, self—
renewal and differentiation of cells. Moreover, its abnormal expression is associated with tumors and it has a
critical role in tumor occurrence, invasion and metastasis. Therefore, the studies on miR—-9 are of great sig—
nificance in exploration of the regulatory mechanisms underlying gene expression, prevention and treatment
of diseases.
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RNA T-HRRE AL 5> F; M4 K20 FLaY
miRNAs 5#0 mRNA () 3'UTR J#5 K 5E B X},
#11 RNA ﬁ?gjﬁ?ﬁfgﬁg/ﬁ\ﬁi(RNA—induced silenc—
ing complex, RISC) FEARFE RN H IR RIL, 1EFE
S5 BRI B R A 3RaE o IR ARSR, ok
R 22 BTESE s, miR -9 TE AR WA A B3 4 1ot
B EEEENEN. B, A0 miR-9 124
PR E A ST i A T LA

1 miR-9 BN

5 HE miRNAs AH[F], miR -9 [ iy 4 5 ~F
miRNAs B4y 2 JE 7 1) miRNA BEA ] 5 R
miR, PR L v 2 1) 5 5 I b BT A £
5, W miR-9; 2) = FE RIS miRNA WIZEECT 5
N EYESCNE FEE (@b -+0), 21 miR9a.,
miR-9b 5; 3) NG @K ) DNA 35154 5¢
N B0 LA AH ) A7 51 ) miRNA 42 B8
R IRA S ) 2 5, DUAE S T b BT Af ey, o
miR-9-1 .miR-9-2 %5; 4) QIR — Ry 2 4~
A3 T =4 miRNA, WIARYE P sc gt 7880k
KB B miRNA J5 RN %, W0 miR -56 I
miR-56*, T AR EA BB FREZE S, WL~
5p” FN“=3p” 43 il am 4 HEAT AR 44, W miR-142-5p
M miR-142-3p; 5) ¥R 45 & T miRNA Z
A, WSS miR-9 W5 i has—miR-9; 6) i &
i 2 0 2 1T & B miRNA, )5 4 I ok 1) 44
T, 0 ler-7. HIL, HRHE miRNA (1 44 50, %
miR-9 43 %l 6y 44 miR -9a .miR-9b .miR -9¢ .miR -
9-1.miR -9 -2 .miR -9 -3.miR -9 -4.miR-9-5.
miR-9-6 .miR-9-7. H:H miR-9a.miR-9b .miR -
9c F B BAEBARSE B AE Py SR S e,
miR-9-1 & miR-9-7 W F LA TH AL . 5
K HEEEHESIYI .

B PHPHESF H miRBase £ X 5 A sh ¥
1) miR-9 FER PN 11 2, K miR-9 FEH K
W AR TR R . AR B PR,
miR-9 J¥ 9 e G kA 8 5 51 5 B AN S AH
W, AZERA 3 4 miR-9 F451, 4350 miR-9-1,
miR-9-2 .miR-9-3, MM IE EN T AZE 1.5,
15 SYLEiR MBS TP E, A 75 ERY
i, miR-9-1 i F 16 SYfiR, miR-9-2 i F
10 Sk, miR-9-3 {ii T 25 F YL ik, miR-
9-4 fii F 22 S YR, miR-9-5 i F 5 5 YL
K, miR-9-6 (i T 7 5 YL Ak, i miR-9-7 ML

BE ISR, B R, miR-9a 7T 3 5
YLt R KR, miR-9b/9¢ Wi T 2 B Y fafh K5,

2 miR-9 532K RhyE

BEFH X miRNAs BITRABIFE, AMT% ) miR-
NA #5238 -5 g 1) kA 2 TR A A 3 DY 5K
Z . HAl, A% miRNAs 58 4 56 RAFLEE A A
AOVLEL, ARIFFEETEA R A & b A5 2 ) 2515 B
B, [F—Fh miRNA, A 85 # kKB E BA
PEPIRE AR, A B8 A B LA e 11
il T e . BF9E R B, miR-9 7E e Jeg™ | ik
B FUME b s B, R R A
Jges! | RIS v U R GK R E, 7E HPV FEIMEE
HUE-5 HPV BAYEE SUE" " miR-9 BRI W
25

B LB, 5IEwH AL, miR-9 7E%
JRR P Tk I B T, miR-9 L (o ZEAE [
7 (chromobox 7, CBX7) N#5 . CBX7 j& Chro-
mobox Z I 51 Z—, TENHY KMk O E 3 8% WL
B MErh R Rk, A2 5 YRR 2 ROE R A
AR, TETEH TS J 0 L R b LR A v ik
CBX7 Yl fg s AR K, IF HLAE R It vh AR
CBXT W335, Al A0 AR KA TE 61 ) 18,
miR-9 i LM Hl CBX7T mRNA HYHH, {#f CBX7
TEARZE IR R ik R IREE Bk

WA WFFEFE I, miR-9 TEMEEE i 2H 2 e Nk
FRA AR Hep-2 kB B, FEAR miR-9 AT
DL 3 5 145 A A F 9, fdF Hep—2 AN IBHAR7E G1
WG] Hep—2 A6 5E . [N, AR miR-9 Y
Hep-2 4L i TCH] 15 I T34, (B2 HARTE
REJI T RE. RTUL, e 2H 2 N\ Mg i i v,
miR-9 1535 1T LA 2 Wk 5938 200 B ) g 7, I
Higm AL RS

A WEIEHR R IR R R,
miR-9 WY/KF- T, R4 1k e 20 e 14 b Bz 1]
JiEAk, I H miR-9 7T G5 I 1 A=, T HY
Jon e ) LB AR, f2 IR Y A 4 S A8

Bandres SF"& I A KA 40 R miR-
9 FIKT I, SR A AR Sk R il X B
(methylation —specific polymerase chain reaction,
MSP) N2 A R ER DU 7 3 A A B, miR-9 By #Rik 5
CpG &y By W REA K-S 5 bb, H Sk A1
Ko Lujambio S T, TE4S itk L 4554 7% 20 il
FH, miR-9 FJA s T CpG 5 i H I 2RIk T
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I, T A R S SRk B 2 TR, S R
REREJIAHOC . Luo S8R AL AT 98 % fit PCR
K B bR A P A D miRNA #9351, KB miR-9
B IEbRAS I RO B E N, H'ES RAS
LR F N B RAB34 1 335 8 A 56, 2R
RAB34 25 miR-9 MIVE#E 5. RAB34 J& RAS 5
AL L L, J&—F ST — R I (G TPases),
AT AR AN A AR FP e i e 2 L Bk K
fillf . RAS — H BTGk, W&l AR TS
S SAE SRR, K- EENR
Gt I 22 2L 0T (%) 2 11 (mitogen—activation
protein kinase, MAPK) & 4t, MAPK Z 4t X% 41l fifd
A KB oAb AR A, RS S5 a0
UL IS 38S o miR -9 " R, ol L DR T R A
W55, IMEGE RAB34, il Rik2 5 B IEMN
KESER .

HWFGETE H, miR-9 7€ HPV PHM: Y5 it
() 1 B BT HPV B S B0, JF L35
miR -9 J2& DA GRS L K R 0 A, Y DR R TR Sy 4
1K) miR-9 B T BRI}, st e S 8URR RN %
TR, RS | R SR A & A AR e

FEN, A BFFEARIED, miR-9 5 W& T
HURIEA G, TEMIEAIMI Y, miR-9 5 NF«B1 Y
FEMAKE . miR-9 5 let—7 TN NFxB1 (1)
ik, AT ARG 9 00 H B R G A BB, miR -9
() 3k B 2 38 AT DL o Al R 40 i R H1299 R
NF&B1 fRIEIKF, DI v FR S 0 240 B A £
TR AR, PRI, miR-9 W] RE AT LA Jin i Jes ke 5
IRIT PR, SRR I IR T B HE— OB 1 iR A
R, Hede bk ARtk FaE MR R oE

AN, WA TR, miR-9 A LIE R
AR YR BIS W E  PEBR SR . S RO PEBR
HOm A e, 62 & U0 SL8 IR 2 miRNA Rk
HT A, Hod miR-9 AR ok B, AR
A miR-233 BB E L. Fi, #28 miR-9 5
miR-233 W[ LIAE Ak 52 2 O B398 () A= Wy b
0, X R A IR B (IS WG T —Fh s Sk fij
B 2K

BZ, miR-9 FEAS BN SRR i FRIA AR
HAIR], 7= AR X R B G  E R AT RE A2 miR-9 TEEAT]
W VE FIPLHIAR TR, HAR IR . miR-9 FEAN
R SR Mg v ) 22 57 2k, R IER miR-9 (R
BV, S AIAEE miR-9 AR, XTI TS, AT L
I SR TR — BT T ]

3 miR-9 5% Mi%k R T RR

VT ARSI 9E 6 B, miR -9 1E I W 9% &
(I 45 R e i R SRR h R o
VE .

Emmrich®4§ tH TCIe 7E 1A N id & AR Sh S 5 v,
1R miR-9 LM G @A ¢ (8; 2 2
PEBENE 1 1ML (acute myeloid leukemia, AML)ZH Al
RAMAERK 501k, #E—PERKB, miR-9
JEVMF Let7 LA LIN28b/HMGA2 11 % #5 i i
MAIAE . LIN28b™ L2 — i &y BE fRSF Y RNA
254811 (RNA binding proteins, RBP), J&£k H Al
AR T e AL AR . S B A A R Y
P, ‘BTE miRNAs FIRAYTE 1T B LA L
e R L K 2R S 2R R R
B S . HMGA2E MU B iR R
EARBGH—0, B—FAEdE A e Am A
OREE I, AT L 2o 8 5 Al i DR A 2 5, B S
SR A B R | SR SR I A A
TS5 TT 5 A I T2 B

Wang ™S5 18 MSP 1 5125 HE AN [R) 18 1 bk 1
1 M M1 L% (chronic lymphocytic leukemia, CLL)Z
MR UL B2 CLL B3 0 A A 45 1, 78
CLL 1 miR-9-3 Ja sl TR Kk 4 W JEAk, IF Had %
ik miR-9-3 A LAl NF«B {5 53 & WA i 77 il
F1 I 20 ) AR S B 5 HLAE R A A PR T

miR-9 £ AML 5 CLL =25 100 il 20 i 334 5
IVERT . DR, B % miR-9, A RE A iX LExfEL
IBIT IR R GEPIR IR — IR T %, H
XU B E R T A B

4 miR-9 5T MiFn18 22 Z0AE

Ak, WHEE R BIFIESE miR-9 25 T4
f S A A KT 5oL R MR 4 +r, e
TN S h 2 A A G A AT PR

3 AP PRS- 1) 78 57 T 48 (bone mar-—
row derived mesenchymal stem cells, BMSCs) EWR
Palge i b o AL 9 SCEE T AR L, miR-9 FTRES:
Y5 BMSCs 1L #% 245 1 5 i v o3 Ak Sy 22 7 400 if ok
B AR R o Jing™ 55 tLdE i, miR-9 7
/N B BMSCs 434k by bt 28 200 i 1 3 A v B2
26 R R E A, IF AR miR-9 238 i 1 il
Notch {55 53 %, M fEf BMSCs [l #fi 22 4 i 5
k. Notch {553l & —FkAb b OR<F B 40 L A5
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SHSHLR, ETEAEY L A aris e LK
AL AR R R R, B 5 S AR AR,
BLFEANEIETE Ak AN T AT A ) AR5
Han 5235 ), BE38 8 H 521 (zinc finger protein,

[k, MIAEdE BMSCs m# g b, R4
AIF BT X miR-9 {E BMSCs [ i1 28 41 il 43
A AR RIS D7 AN TR), E2 A A5 3 i 45
W — B ——miR-9 W] LI #F BMSCs [n] #fi 4
i)l e

WFFEHE P, miR-9 A BETES T 2 68 T 41
(induced pluripotent stem cells, iPS 2 }g) [n] #1242+
531 LA B ot 25 T 0 L o) i 22 J o 240 AR A o 2
JCA A R R AR . B SE
miR=9 T iPS ZH i 1] 4 28 A0 2 1) 43 fL Ay 2o it
AR B, 8 miR-9 R AR BE iPS
YRR AT UM 0k KrichevskyP 5548 tHmiR -
124a 1 miR -9 BEAS fie IR iR 1 4 i 1 4o 22 T 240
HfL 534k, I ELAE fi e T At B o 30 ) miR -124
miR—128 Fll miR -9 2 i /b1t 28 1 2 Jifd 17 i 22 i
JoT 240 P B b 22 o0 o Ak . iHE— 2B RS B, SR
miR-9 F miR-124 7 i ik il 5 5 4% T P e 5
& A 3 (signal transducer and activator of tran—
scription factor 3, STAT3) WIBEIR L 4EFr 4T
AT

AL WTFE R, EFHESI Y, miR-9 i id
PEEAS R (A0 mRNA, X 49 28 Ay 14 290 i 7 34 5
TR S5 R A Z R SR I, 32
PRE I TLX & miR-9 #)— ML, miR-9 W]
il TLX mRNA % 3'UTR, #0#i4% 52 /K % (1 TLX
(IR, DRI ] 4 28 T 40 R 78, I 5 s H:
S, Stathmin J& miR-9 WL 2 —, Stath-
min Je iR R 11, WIS INGRCE AR E 1
TERNZE KT R, miR-9 st ] Stathmin ]
AT RE, IFHE miR-9 FRIK T, &0
LR N,

Tan S48 tH, miR-9 W B A PR A B 1Y
YEH . miR-9 i S A M 5 Hesl  (hairy en—
hancer of split 1, |7z i35 F I 7L s ¥ )i DA
KSR il B e K SRR A Z R 2 b, JF
g kA s FAUE A B R) R A
VR A AR5 S . T BERRIRAY
miR-9 5 Hes1 mRNA 3'UTR 454, fif Hesl &1
F TR T IR, DT 75 5 A 2 200 B 3R s 4 S A

PATHZ AN 0 4. A, R miR-9 AT LA
M ez oT .

AT WL, miR—-9 76T 4L 55 22 20 M A 4%
SO AR AR EE R AE L, e i R
PR P A T B e A2 T 200 ML 5 o 2 0 ) i
iz o IR, AT ORISR0 2L, Gl W4 miR-9 1k
FUARI S 56 FH Y

5 miR-9 FEEM AT EAIAR

miR-9 FIWEFERR T 8% K Mg ) ke A ke DA K
THEAIEFE L LIS, TEREIRI . ARt
9o PR TR 321 LA B 4555 5 T AT 5 o

A KBEIE R B, miR -9 38 3 40 i 5% s R
Onecut2 P87 GranuPhin/slp4 AU K, MM FEAK A
SR A RS R W . Onecut2 52 Onecut F %
— 51, ARSI 5 DNA 454, —
AUIEN AL T 2R I, 7] AR A JE DNA
5% 5%, GranuPhin/slp4 HE=—~ RAB GTP &% v
i 5 73 WA URE P R4 P T 30 5 JBR 8 2% A R
Onecw2 183 B # 5 H R 37 AH LA FH i 40 11
Granuphilin/slp4 [ &AM,

ULAERBFIE M miRNA 5 A8 s
A BYIRFR ARG T B, TENetE
X 85 0EH, BFHEr: X B KT & (fragile X
mental retardation protein, FMRP) )&k 5200,
H miR-9 5 miR-30b TEMEME X B MK 1 (fragile
X mental retardation, Fmrl) FE R B /N B P ek
IR AFFEUESLES OFMRP A LURE ST mRNA
FR B, T HLRE A% R IR RE E miRNAs 1Y AR, JF
H FMRP 7E5 miRNA 3L [F 1R A REAE o ks o
FIREIN Y o X PR miR-9 AT LIAE AL Wi ife T
X LB IER— A EH AR

TR TR 52 VETE BT ARE TP LU ACH DL, 20 A il
3B S AR A8 AL e — U R RS H o
Andrzej S| A SE5K, A BLRE & F2 Al 2009k,
M 2 — R REER 1 miR-9 23 K3, i HL
miR-9 S A — N RFIRGPE AL A 5 5 HL R
P51E ) BB B (calcium and voltage activated potas—
sium channel, BK)JE {43655 o (H A R 1 2R 4L
BK K DK 45 LU B4 44 L 35 B0 s TR SOk, T
VAT W RELWT ) WHBURPE AR AR 22, I B AR i 32
PERTIE I X UERT T H2 PR 235 |2 miRNA 7K
PR AR, At g WP 22 T RE I LIRS SR AL T
— NHTRIBEFEIT 18]
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I, miRNA 25 G b 240 St i o F 5
IR A BIFFT RS, miR -9 1648 20 M Pt Ay
Fik, SCEGUERH, @A AT Z LT Toll #1374
4 (Toll-like receptor 4, TLR4)¥ IG5, miR-9 1EH
PERLAH A A% A M AR = ik . TRl TLR2,
TLR7/8 ML 5N 5 TNF-a IL-2 2542 48 IH 1t
AT LA S miR-9 774, {HZ, INFy WIARETS S
Hp= o HAN, fFAE TLR 35 S miR -9 %
miRNAs 117 S5t [, AT AR 1k 5 B A9 40 Ji
PEEL DT G A R R e R T . P el I,
miR-9 W] REZ 5 R RAE RV 1 & A o Bl A& A
miR-9 WB AR T i, 55 % g% WA 5 1 R AT
WA, PRI 1) K Je B ™ E R R 2 o i B A, A
T A2 W RTA Y7 S0 B A %8

6 NNESRE

miRNA VB 57 2% B A 5 095 08 76 2 2% R bl
Tl 0 5 e R A7 2 AT E AR, RIS O ik
ANk SR . FRIES, miR-9 35T
A YRR Z 0 A B S EE 3, TR AE T P4
FREEZA T . B S IR E A R e B BT
SRR, FEFER S 5 r /L 5165, It
HAEZ R ST WL -t Ao ) 38 5 S 3k
miR=9 [WFFE R AH B 14 & A & e LA 2 iR
IT S TG ERR L T — N et L, (R
FATF I RAE ARG LW 6975 TS i —F
T-Be, Rt T EEME RS PE A S
SRR TR B T R ER OB SIRUE . A
RAFAE — D PER K miRNAs R 55, X 24 miR-
NAs 2 [A]38 2 e LG A E e SR, B0
hIEl, B, EANAME ST, 5
miR -9 FH T AF i HoAlL miRNAs 43 1A A [,
EATZ R QAT A R Y . FEBR I R 4%
HRE BRERIVE R, 33X ) A 75 5 i — 2 1)
W ST
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