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1993 4, Ambros 555 %= Al Ruvkun 525 = 7F
WEFLT5 W B AT HL(C. ele gans )N P IR 20 51 & B0
T 25— microRNA (miRNA) %) - lin-4, 2000 4,
Ruvkun 2% = VKB — miRNA 2 T let-7,
Z I, miRNA H#HFZ B AATIALEE, JEbEZ
AR S “WIE Sy 17 ) miRNA & — ik
b EARE RS, KEEAT 21~ 25nt [1ES Y RNA
(non-coding RNA, ncRNA)Z; ¥, fEZIY. D).
SRR, R R, el H AP 8 (seed
region, 5'Uii 1) 2~ 8 AiA% IR /7 41)) 5 4 mRNA 1)
3'-UTR(H &2 5'-UTRWaL CDSP®) H KM T 41 5¢ 4%
S VEHE, A5 mRNA [ R A B P, i
A miRNA XM P HRE AR, alad oF S 7t
KIL, miRNA 7] LLEE ] 60% ] mRNATS.  gEAk,
miRNA & BAGLLUF =5 iR tE: a. W 234 R
PE, miRNA [f17215 BLAT I [R) e S P R 2 ) S
b. ZHLHN, —A miRNA 0] DLEE [ 22 Rl 5] 1)
mRNA; c. TR TE, 12 miRNA X SR K5
(TR 00 ) s B ) — AN I 50% . miRNA 11X
SeRe b gl T LA AR A TS Sl I E R .

015 ' T B A HR R A0 A 1) I U 2 4 i g
e NANHL A 55 L RRe S 8O (i PR e . 4 4
2. AWM TIE) I — RYIEGIE SOV B, W Wt
. NF-«B %, p53 M40, X Rhfil i 5
S H LA 4 DL K 40 i AS B A7 A 1) 40 B4/ M DT 25
Fifss, WAEKRET. R M. 4

T INERASE. 5T TETE B L AR
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TEBS)4 &), LB 0L, Wb A
(A 5 AW B T AL AR AN IR, AN[R] PR 40 i v A 1) )
5 T G TE AR 25, A2l S
U PR A A0 A R R R A A i B
EIARAE R — DA HLEEAR, miRNA FIE 5
WA S S o ) B AR, T A
FHE AR DA TR XA B A G s A e i A€ 1
AT R B EEE . AR T 5 5 18 0
miRNA ¥ 5%. I LG D) R R S
R, Lh K miRNA 5 5 18 2% IR E 5 K
K G510 2 (8] (1) cross-talk FI15 5 b4 4% & He 1k
IR, DU REES miRNA (W45 518 B LI EY)
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AT, miRNA [R5 # A7 — 2 1 2 57
BB I I 2SR e, 3 X Bl S M 1R DR PR 2 2
JTIET, e miRNA JEPRRIA ) 22 5 N T2
J LA DR RIS (R 4 . (5 S A o R4
i P S DR S PR R R R EE ML) 2 — 5 #F miRNA
(PS4 N A L e Dl e R 45 55 5 T — s B
HEIEMAMEH, H HX LI D48 8w s
5 IR B
1.1 {ES5iBE* miRNA 5 RAIFE

miRNA K& K DU 5 DL, 22 45 DUak 2 36 DA 7% 55
TERAFAE TR A, iy HLZ8 KR 7 s T BE R )
[ X (intergenic region, IGR), A/ KH T W
TrX. A miRNA SEDS /R 5E Al b iy e o, wf
WL 2. a. L Frlgmid 2L H W & 111
miRNA, 1 miR-25~ 93~ 106b KK #EA7 T MCM7
MWE X b, AL FAERmBERN S T M
miRNA, %1 DLEU2 P& ] miR-15a~ 16-1;
c. fr Tl gt RS0 7 ) miRNA, 41 CACNGS
H1 1) miR-985; d. A T 3E g i 3L K AR 27 19
miRNA, 41 BIC 4} & 1 X [f] miR-1551. HE45 it
2, miRNA [ % 5% B & T 3 5 52 5 3 Aib
ncRNA B¢ mRNA sk, I R 3 i o P gl i
INAE A S R - R AR I T e, R T R AH R A
ST, Hur, O KEMSERIEY T
miRNA (#5545 55 Wi #2940 Zhou %511
fiE 2 Wt 5 5 08 Bl o BT
B-catenin/LEF1 4} £+ %] miR-371-373 J& X #% 3 ) 1
I “(A/T),CAAAG” H& 7 1M A2 3k 3L %% 5%,
c-Mye 15 518 2% [ e sk K7 o-Myc il i fe e 454
FI| miR-17-92 &K% JH 31 L0 “ CAT/CGTG”
BT O R TA 1, e-Myc i AT LU i 25 A F
miR-30b/miR-30d %% miRNA & [X (1) )3 3 1 L,

P FLEE SR, KPP (E 5 % 1 5 miRNA 5% 11
FEARBLA TNERE Ay AT RS A5 0 e PR s
BCEIIEG, F5 @ Y TF 547 T miRNA
A 3 TFBS 45465, 1% miRNA JE [ 1380k,
W Ta. SXFPE 50 40 L4 55 K7 6 miRNA 1
AT A B 5 15 5 0 3% 72 mRNA 26
L, BEAFAE R — {5 58 % P AN [ () miRNA £ 4]
(f%), 11 p53 i@ B ] LLA % miR-145. miR-34 f%&.
miR-192 %%, AR —Ff miRNA 3 [H (/%) 32 £
Z A5 5B B RS O, W0 miR-21 1] BLAZ 3
NF-kB. MAPK/INK F STAT3 —=F{5 5 18 #% (1)1
=, W 1o, X 1A T G 5 A A
P2 ) miRNA.
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Fig. 1 The signaling pathways
control miRNA transcription
E 1 {ES@EX miRNA FEREEE
(a) fi5 ‘5% 3 TF X miRNA # J#5 EE AR (b) miR-21 FEP W]
PASZ BN [R5 5 30 % 10 4.

{5 5 0 % B B 0 H 821 TE-TFBS 15 F 5 20
& miRNA (1565 4b, AT LIOdE i o) 24 i
miRNA [ % 3%, % W TGF-B 1@ % nJ LA 14 i
miR-200 & PR {1 1 3840 7K S, 31T 52 i L3R kK
S, AR BARPIHLE] v AN B A,

Table 1 Regulation of miRNA transcription by cell signaling pathways
*1 FESERIAE miRNA BER

155 MR T miRNA SR
pS3 155l i p53 miR-145, miR-34s, miR-107, miR-15a/miR-16-1, miR-192, miR-215, miR-194 [15-20]
Wt {5518 % TCF4/LEF1 miR-371-373, miR-181, miR-29a, miR-30e [11,21-23]
Hypoxia {55 5 18 i HIF miR-210, miR-155 [24-25]
TGF-g 55l % SMAD miR-143/145, miR-155, miR-192 [26-28]
Notch {5 51l CBF miR-143/145 [29]
c-Myc 15 51l i c-Myc miR-17-92, miR-9, miR-29b-1/miR-29a, miR-29b-2/miR-29c, [12-13,30-31]
miR-30d/miR-30b, miR-34a, miR-146a, miR-185
NF-«B {5 71l NF-«xB miR-146a, miR-301a, miR-21, miR-143 [32-35]
MAPK/INK 1551 i AP-1 miR-21 [36]

STAT3 {5 ‘510 i STAT3

miR-21, miR-181b-1 [37-39]
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e %% T AE A HB TR miRNA HE P4 /) TFBS, It
2 IGR miRNA A () TFBS, X FHF5¢ (5 5 il
H 5 miRNA [ REA EZE X, HET s
T miRNA SERI A B, V8 22 SR DR MR 1) % 5%
EURAT sUFNZE AT FA ARG 2, DR AR X A
HiR B — miRNA 2352 S W Le 86 S PR 7 11
it Xiao S5O i 4 5 G 00 5T 45 1405 B AN E AL IR
SR, PR T AW IR S 45 A A AU T
W57 ACTLocater, ‘&i&H T IGR miRNA & A 4
KA. 534k, T ChIP-seq £i#is &t
S A T 43 BT miRNA FlT IncRNA #% 5% K 1 1)
ChIPBase V-, ] LU T2 M1 TE-miRNA [1)%%
SRR PEIC R M. Wang 28I K ) Cepred W] HI T
SIHTN S miRNA A G R AL R L.
1.2 {ESEEE miRNA TR ELHTIEE

IGR miRNA [ /b7 B RNA 2 & i I %% % LA
Ah, 4K &t RNA B A I % ke
miRNA JE R 5% 5 T8 L A 8L T ME TR K
I#] 45 miRNA Hi {4 (primary miRNA, pri-miRNA),
AL 2 A~ miRNA 25 36 45 F) (miRNA %), 5
mRNA Zi#J2E10L, pri-miRNA ELAT 573l 7~ 45K F1
3 2 MR AT IR . R0 N, pri-miRNA £
RNase Il 25 4% R 5 Drosha A1 DGCS (71 5L g F1 2k
H124 Pasha) 2 i B S ADIE], BN K
2 70nt 1) 2 A 2230 451 () miRNA {ij 44 (precursor
miRNA, pre-miRNA). Pre-miRNA 7£ 3’ ¥ HL A 2
MZTFRIREH, X Rk 2 M i s i A
Exportin-5 T, 1145 pre-miRNA M4l #%
Bz P40 M b, 40 B i N 1Y) pre-miRNA 7
RNase Il 2K 4% MR [ Dicer M H 45 &&= AMAEH T,

— B U)EIE KL 21nt K WEE RNA 73 1. 1E
MEE miRNA 7, — R —F&H DR, 545
T B, AT B AT miRNA 43~ (mature
miRNA). & miRNA 5405 N Ago2 %454
7E — ik B Bt Bk B & & (RNA-induced silencing
complex, RISC)!**. 7EIXZE miRNA ¥ 1 T B 24
IR R 3 ) 2R 1 5T Drosha. Dicer. Ago
A, TMIXSSET [ JFUA B OS2 31— 05 5 30 2 1R RS 4t
P, DLRS 45 miRNA AR Y145 o 7.

Davis M) 31, TGF- 17 5 1 i 1) ¢ B
H I SMAD n] LURF 5 454 2 pri-miR-21 ] R-SBE
(R-SMAD binding element).Z I, #%5 Drosha & &
A& % pri-miR-21, 3k M {2 ¥ pri-miR-21 )0 L.
2009 4F, Suzuki 25U R ps3 B AT )

AE, 1EI4%— 2% miRNA [¥] Drosha il Tk . [
4, Yamagata S K I ER« 8 454 B2 J5 0]
DL miRNA ) Drosha Jn Tk . WA RIE,
Drosha [ AN %32 31 GSK3B X JL Tl B2 AL 1) 5% iy,
BRitz 4h, —48 RNA 45 & 8 A0 % miRNA
(A% A ik 2, 4 KSRP AT hnRNP Al. Ho
KSRP (KH-type splicing regulatory protein) i i Al
pri-miRNA 1] 45 & 1fi 2 # miRNA #)n T, {H
KSRP H1 miRNA [#) 45 5 By T KSRP 1) 85 1R AL
PI3K/AKkt i i [ 305 W AT LAE i Akt2 % KSRP [#)
iRk, DNA $ifiJRnl /5 ATM ¥ AT KSRP (1)
Wik, {ff KSRP A mRNA i35, #imasa
pri-miRNA |55, hnRNP A1 JUJ¥E let-7a [1J Drosha
Ik R vy AR K KSRP B e, A
AN T89; 3R M4 Drosha % pri-miR-18a i
T/, hnRNP Al %54 % pri-miR-18a b1 {2 #f
e BAR H AT IR UL 9% miRNA i Tl ferp
55 18 % 175 hnRNP Al [(HRIE, HEAENSE
mRNA BY UJ [ — /N BB 0, & 1R 40 i 0 s 7
4252 51 MKK3/6-p38 38 I 11 5% W6 57,

Xt Dicer [0 Lk 72 [FIAE 52 2 AN 645 538 4%
A, 4N Dicer 4548511 TRBP(HIV-1 transactivating
response RNA binding protein), % MAPK/ERK
1 % 1) ERK1/2 @R A5 4 8 5 Dicer #HHAEH
AT pre-miRNA 1L, HAT Ago2 [H14h &1,
Dicer A 5 — 11 PACT (118 )32 2
SP1 J# % rh#E S K 1 SP1 RS, Lin28 & —Fh
RERF 2 410 ) let-7 5K TG N L i 24 1) 2 1 J Y,
Nam “513d I3 %} Lin28:preE-let-7 [1) & 14 45 #4 1F 57
KB, Lin28 ] CSD F CCHCx2 5 #4543 5] Fl
preE-let-7 11— ¥ 25 PR &5 ¥4 K1 55 — ¥iig 7 41 4 ¢ 14
GGAG motif 54, @i CSD Ml CCHCx2 [ AH H.
fEFI B R T preE-let-7 & 44 [¥) 45 ¥4, 14K Dicer
AR E RN, i Lin28 [ 3£ & N 52 2
Whnt/B-catenin®!, c-Myc®, STAT3EILL &z FGF© o7
EyERspuiltdinp-AlT]

Ago #1172 RISC M EZ 415y, Hr Ago2 11
ik 52 3| EGFR/MAPK 18 % [f1 i #5; 1fi /£ RISC
MBS RE T, Ago B AN RN T —,
Shen ZEEVE KA T N, EGFR 1] LLFI Ago2 45
G R AL L Tyr-393, | Ago2 5 Dicer ¥ 45
4, MMM 2 RISC (212 0L & miRNA [ 4.

L5 IGR miRNA [¥) Bl 37 %% 5% AN [A],  Intronic
miRNA [R5 S WA T4 R Rk . e 518
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EERAKEKILRIESG, pre-mRNA £ 41 g (1187 1)
L, B H intronic miRNA ) — 4~ 7 44
(pre-miRNA), %gid Drosha [0 1., EH#Z Dicer
TN R # R miRNA 7O A7 40 3% B — 4%
miRNA, 1 miR-451, %&il Dicer, HEZ Ago2lf)
I0 Ty A, 7 intronic miRNA [0 T 240
FE 9 K 21 & (1l f5 Dicer. TRBP. PACT.
Ago %, IXUEE (T RERIFE 32 218 G LA S
I TR A A
1.3 {ESEE miRNA e ZIERTIEIE

miRNA ] F 2 Dy & A7 T Ago. Dicer.
TRBP LA &% il # miRNA [f] RISC & & K47 1,
T miRNA [f) 5/ %t 2~ 8 A7 k% R RN Ah 1 X 5 40
¥ mRNA 3'UTR H. %k, M /-5 5 mRNA fF
R BRI, 75X miRNA [ g R #8 id f
WA FE 52 BIAH G A 5 W B 4% . RNA 85680

miRNA JE[H

RNA Pol [l
Wt {5510 ¥
pS3 {5 5l Kk
TGF-B {55l %
c-Myec 15 518
NF-«B 15 51 i

PI3K/Akt {5 51l s —KSRP—

o |

NF-kB {5 51 #%
PI3K/AKt 5 8% X |
SMAD—HuR.

HuR i i Al miR-122 55445 & H A5 AU-rich-element
ff) 3'-UTR ) CAT-1 mRNA, H] miRNA X 40
mRNA [FIHH 579, HuR J& NF-kB (1) T 7 0 5
BA, H G 3 S 0 5 22 PIBKV/AKCT 38 1% 169 1 ] 4
FHTeT, A7 iE HuR [ 5'UTR &4 Smad1/5/8 1]
TFBS, %% %] BMP/Smad 1 #1521, HuR & T
HLRIA S BIMF S @ 4, FO 40 B e A th 52
F i AMPK JE . p38-MAPK I8 i 25 I 5% i 7).

HARFHRIE, P body s& RISC /73] RNA Il
BRIGZ5 B, (B2 P body 7 RISC 174 Th i f
HA— M Ihae, L8 il 52 2 INK K 1)
DCP1 BFRILFN PKA 38 54 1t 5 i1+,

ANTAME 530 4 XA [A] miRNA #5358 . i T 2
DA K Dy e R 45 i e 4 (8] 2), T T miRNA
(RIS AR Sk, R T AR AR T 0 TR A o 37 20 R %
s BN, BAT AR

pri-miRNA o
Estrogenfs & il %

Drosha~—p53 {5 53l %

PN\TGE-g {5 5 i #

pre-miRNA

Exportin-5-RanGTP

Wt {545 i B
/_c-Myc RERcELL
) Lin28*_FGF {3 5l i%

—Agor—EGFR «—Hypoxia {5 518 i

p38-MAPK {5 Till -7 —Ago
2 LS A -
AMPK {5518 mRNA

INP {33 #—=DCP1

P body—

PKA it o0%
mRNA [¥)E 05

’_AgO NN —AgO
L By
mRNA &=+

mRNA 1] i

Fig. 2 Signaling pathways regulate miRNA transcription, processing and function
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2 miRNA X 4HpE{E S @ERATIAT

I A5 5 T8 B 119 32 BE RO AL B 1, miRNA
A] LG {5 S e i — S s, R B
B9 @M H . Cui 5™ M 7615 5 8 % 2
miRNA 55 [ B 720 A T DU A, miRNA =%
VAP TA5 5 28 B )8R A 7. miRNA i
X OCEE S AR, AT T 40 RME Sk
55 IO 40 M5 5l B% 2 [ ¥ cross-talk LA
JAe 5 W 4 IR R
2.1 miRNA BTESREHK

59 RRME Tl — N EENRE, UES
SRR AL GG, ot —=R
GRS, FEIXAS IR AE 5 0 S8 % P e 8 2 I
K, AFRIHE S, THBORER, Mimsl
AN M50 Z 8. miRNA E R —FifE Ve
ZARI PR 2y 7, I X T A KT
W, B E S RIBGR E IR ER . Wt Gl B AE
JWRJiG F 0 B AR b A SR AT, A
¥ 41 WIF1. Wnt5a. Axin. PTEN. DKKI DL %
APC 25506t 1 Bl A v Wnt 38 56 14 9100 i R ¢ B A
HI. JH WIF1(Wnat inhibitory factor-1)J& T Wnt 43
T WA 1) sFRP(secreted Frizzled-related protein)
Fik, Wil HiES Wnt 4 745 Al e 4 vE
] Wnt 5 40 i K 32 4K Frizzled 19 45 455, Wnt5a
{E AR ML Wt T & 1 — 51, @IS B-catenin
fof 1R AL i CKla 1M i #F B-catenin 5 41 i i I
E-Cadherin [ 454, /> T B-catenin W A%, i
MM Wt 8 289, Axin2 FIl APC 254 5 ik 1)
B-catenin P& fif 5 & 142 40 i) N 4E+F B-catenin B2
SPAFIEEHLEIY; DKK1 A2 —J80] LAk Wnt 52
A& LRPS/6 WA 43 b E 11, AT LABHIT Wnt £55 1)
P IR A% s ;. PTEN i i % ik i e LI -3, 4, 5-
= W W% (P13, 4, 5-P3) 1 2 W % 1k /E I 1 BH W
PI3K/Akt {5 5l %, Al T Akt % GSK38
Wik, fiif3 GSK3p HAWEMEM £ B-catenin
FRALFN B4 0. miRNA o $E 7] X 48 Wt 18 4 1)
PRI 7 M0 S Wnt 38 B GRIE s N, ARV 22 iR
RAREEJFER . W miR-374a 18 i # ] WIFL,
PTEN 1 WntSa 1M #0355 Wnt 38 %, M i 42 35 3L 17
FEf) EMT FUEASE, 25 iz v i R8I miR-135,
Al LA ) APC, 1] BE AR 4h W 16 k2B R S b A
FAEH®, miR-27 [AIFE AT L I ¥ 0 APC 1M H0E
Wnt i, 55 EMT i (e2E S 5 00, £

JEAFL R, miR-31 F1 miR-372/373 JU)i i #E
] DKK1 1fi e Wt @ #0020 Bk, miR-315
Tk ) Axin TBOE We G, 520 S0 I B
%}&[92]'

3 Wt 3 AN A 52 miRNA S8 i i
ORI, nT A% o4 18] 3a 1 — AN X
miRNA I 8 ) 45 5 38 3 1 400 1) DXL 1 A2 gk 1 A
o T R ZPBOR
2.2 miRNA M SES B ZEH) cross-talk

S 0 AR A S S IE AT, HOBUT S AN R
SIE 2 18] [ cross-talk. AT 1S K cross-talk i /& 1R
AN TR 5 30 % 1) (R AH B2 M. miRNA Z A [FAE 5
T PR IR S I Z OV R, e T HARE
G cross-talk T EZMER]. @, 7R NEK
M4 L, TGF-g il % v LLE 5 miR-192 [
%, miR-192 38 i 48 7] % 5k X 7 ZEB2 (zinc finger
E-box-binding homeobox 2), T fi# bk ZEB2 *J 9E
i RNA RP23 He % (4, 21524 T RP23
W& T 19 miR-216a Fl miR-217 [ # 5% I i ,
miR-216a Al miR-217 K& WIS f5, AT i ¥ )
PTEN fij fift i 2% PISK/AKT 38 i (9 3mel, M 5]
E A M AAFTE, AN TUTEAE R, R FK
PR B XMl miRNA S S5 5
% [A]1¥) cross-talk A DL fij B MEFE A XA — Fh s X
(4 3b): — 4505 5 I8 % V53 1) miRNA JE i #2175 7
e JEREB N Y b R & KPS R R E s A EREp il
B . p53 Al ¥ U5 T WO miR-34s, W] LU ok
miR-34s %] Wntl. Wnt3. B-catenin F1 LEF-1 [ ]I
TR A% Wit G g,

2.3 miRNA N SESBEEMEESET

¥k (robustness) & 7 AE ) 2R 4t %) 15t A% BLER
BRI ae )1, 4R RE GBI
> N1 I S =P W% S = K B 2 O a7
% b, REMASPIITCRME: . RELMWEE
PE; d. RELHHIBIHALP9. miRNA #] LU
2 515t 0] 4% (feedforward loops, FFLs)F 47 2 13 1]
% (negative feedback loops), LM % Fh miRNA 1§
A IR AT PR AR (T BT AR T ) T A 57 5 30 1 1)
ey AT AL

FEE P % 46 — BT 10 9] 2% (coherent feedforward
loops) FIAN—Z Fii 15 1] % (incoherent feedforward loops).
o — S0t ] % 2 7R e S 1 B0E miRNA T 4
LR mRNA (5 5x, AR N 4G 45 4k T
AR, p53 1l HEE miR-145 [F5R1A
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TN MY C (5%, 1 miR-145 AT DA 280 7]
MYC, 15 MYC e ], A i g
(A2 (B 3e). AS— S0t [B] 2 )48 miRNA F1IL
FEREDR B LA SR s, P BOL I R A 1) 2 1 BT AH
YIRS E BT Wt 38 B 4 sk 0 miR-371-373 fi%
1 DKKI1, iff DKK1 J& miR-371-373 #% " miR-372
FI miR-373 [ AL N, e 443 DKKI 13
IEARRI AR, AR 4ERE Wt T8 B AR
0 PR K E . c-Mye {2 #E miR-17-92 #% Jz JLHE
FEDA B2F1 [R5k, A0 40 B f Bk i 52 381 7 i 4
(g] 3d)[11712,99]'

miRNA 3 ik £ S 45t 9] 8% 3 15 4% 5 18 8% 2 4R
1355 30 s SR O 1) miRINA 3 3k 308 1) 435 5 300 % 11
WOm R Im WS S WAL, X R R Ak
(1) )5 SRR 5 20 0] A0 SIS S S I e R T
s A RAE o B B AR BT AN S o0 4 1 ) 5
Wi, KA S N T HIF 1o 35 S8 5% 10 miR-155
AT DA R PR ) HIF o 111 7 B> B s i [ i

HETT 2] HIF oo 51 A2 (R 508, 4 45 41 i A A I 1)
AR B NI — /MR R e M. o-Myce 18 % 4% 5%
WOE 1) miR-185 tH n] il i 7] c-Mye 1M i c-Mye
TE % DES TR 40 B4 B (1] 3e)B.

— % mRNA 2% M miRNA 31, sk
€ T miRNA 1] DU T FiRe ik (1) “ DhReIu R
[T R RS2 SN =% VS I DS B e Sl |
mRNA 15, XL DU )2 1) miRNA ¥ 2 fig 2
—FER), AE DI Rl LR, FEAS BE R
mRNA 6. 441 miR-372 F1 miR-373 ¥ 1] LA
P 1n) Wt 18 2% (404 87 DKK1, 7% miR-373/373
IS SW480 H1HCT15 ) Hl miRNA 151
A3 A3 miR-372 Al miR-373 Jii, DKKI )ikt
JEHE T —A> miRNA Frmi(E 3600,

55 Mgk T HEmEErRa, @i
cross-talk, A¥EHAF S, M= BT b 2] —AHr
R4S, miRNA JCEE & IX /N ik Fe A b 8 1 T4
NN B R T

2 s
(a) . ) miR-27 miR-31 b) — TGF-g {5 5l i
miRNA miR-374a  miR-135 miR-372/373 miR-315 (ERepiit
1 l l l miRJ:192
WIF1, WntSa, PTEN APC DKKI1 Axin
mRNA ’ ’ miRNA
) NG
= Wt {55 il ot
(EReplil S mlR—216ajm1R—217
RI£A Myec, LEF1 U PTEN
o ce-Mye, (5550 % B
MRATIATS.. »
PI3K/Akt {5 5 %
55 Ik Cross-talk
(c) (@) (© ®
5 i 5 i 5 i o [miRNA A|[miRNA B|[miRNA C]
l c-Myc 1551l % T
[ miRNA |[— mRNA | [ miRNA |~ mRNA | . .
-mlRNA miR-185
s s - | miR-372 miR-373
pS3 % 5 B pS3 {5 5 B |
\ et N\ /
miR-145 — MYC miR-372-373— DKKI DKKI1
— 5 ] i AN — B [ R A5 R % DIRETUAR

Fig. 3 miRNAs involved in signaling pathways
E 3 miRNA FIESBRHREIAT

3 NNESRE

—J7 1, A7 9% miRNA FIE 5 38 AH BAE I
WL C G E MEERE, 2P 5 5 I i B )
HHZ 50 miRNA FeR N AR D) e A 4%

I, 3 miRNA I 2SR v, s 5 i
AR A FE R A miRNA, A S5 5 10 4% 10 2 5k
K. cross-talk FI&#E1E. XFF miRNA 515 518 i
() AH B A H (1) 55 %5 4 s AT AT LUOKF miRNA 4%
ncRNA #£ 5 2 4L 58 1 40 f A5 5 i, Mgt —A>
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The Reciprocal Interactions of microRNAs and Cell Signaling Pathways"
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Sun Yat-sen University, Guangzhou 510275, China)

Abstract

MicroRNAs(miRNAs), widely existed in various organisms, play important roles in the regulation of

gene expression at the post-transcriptional level. Cell signaling pathways transduce extracellular stimuli into cells

and provoke a series of physiological and pathological effects, resulting in cell fate determination. This review

summarizes the reciprocal interactions of microRNAs and cell signaling pathways, revealing a miRNA-integrated

signaling pathways and network in cells.
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