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Function of microRNA in muscle development
WANG Xing-guot?, YU Jian-fengt, GU Zhi-liang™
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Abstract: microRNAs (miRNA), a class of small noncoding RNAs, negatively regulate gene expression by
translational repression and degradation of target mRNA. Now it has been clear that miRNAs are involved in
many biological processes, including proliferation, differentiation, apoptosis and development. Some miRNAs
are specifically expressed in muscle and involved in muscle development. In this review, we show the miRNAs
involved in muscle development. There are evidences demonstrating that muscle miRNAs play an important role
in regulating muscle proliferation and differentiation. Dysregulation of muscle miRNAs is related to muscle

diseases. Therefore, miRNAs are a new class of regulators of muscle. They may become novel targets in

optimization of muscle quantity of domestic animals and therapy of muscle related diseases.
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complex) PJ# pri-miRNA, 7E RNase F#III Drosha Fl1
DGCR8/EH T =421 70 nt K J& 1 Al & pre—miRNA
(precursor-miRNA) , ‘B AT ZEIFERFAESS AT 5 4R
J& Exportin—5 iH5l] pre-miRNA, 1F G & H Ran K3
WIr, ¥ pre—miRNA MZH A% IS i 21 40 a5t £
03, T S — N 2 miRNA SRl mirtron B
Wpri-miRNA J5, W& THDIEL BRGNS
T RG] pre-miRNA S5 HRFAE . & BN T A
FH Microprocessor® ., fEHMIF, pre-miRNA
M B Y% 55— Ff RNase BT Dicer YI#], B
22 nt WXUEE U0 2 fREERS, K miRNA BEA
—MEZBEZEAEASA, WRNA JIERE &K
(RTSC) » RISC 45— miRNA Fl—/> mRNA #4,
AL 7 Argonaute Ht S5 S FAR B R~ B9,
Wi miRNA S#E mRNA 37 -UTR P4 (4587 41) B AMEC %
A FATHLEE R IR T Y. — A e A HAN T
FHPEFIH], miRNAS uisf 278 MZATIRITH, Wik
BRI A7 85, AR 1EH mRNA 584 H AN . Jiise4s
e A HANS B mRNA HEED)E], Hf L)
M) miRNA AESE A mRNA 37 -UTR [ REE HANT S, A
S mRNA BEAARYS . mi RNA A5 (10 B0 B30 5 58 mRNA
B A HEAE—FIP/IMA (processing bodies, P-bodies)
E'jiﬁﬁi[lﬁ] R
2 EHHEEAFLCALA miRNA BYFRIE

WL mi RNA R AER RFRSE |52 2
MyoD. MEF2. SRF. myocardin Ml Twist 2L
s R B g 000 i 5OR I, — Y8 miRNA £F
HHALLIUT AL, )2 miRNA KA

LB LR S 55, 1 miR-1 A miR-133 768 #%
WAL R R IA, B0 R IN mik—1-1F1 mi k-
133a=23E RIEAL TRl — 4 Ge otk b, miR—1-2Fmik-
133a—1 FERIENL T o — 4 G fk B2 Zhao 17k
Bh SRF Al 854 miR—1/miR—133 KPR ) L o 1,
MIMAEHE miR1. miR-133 2L, Y myocardin [FIF
TRAE, FERLWR . 1F miR-1-2F miR-133a—1 49wh5
DX B N 2 o R N 5 -, MEF2 il
LR AN 0 7 45 A EE 1X S miRNA [ERIk . 1E
NV RTE LT 4R, MEF2 FlMyoD —iff™y
miR-1-2/miR-133a~1 WIREI N3G+, 7EE B LT
AR EA AR E-box X, B
MyoD FI'E HERIE A E12 45 & I3AL. Bk, 7
miR=1-1/miR~133a-25E Kl h 25 A7 FRABLI AT P 14 it
T2, miRNA 7R HE WL B Rr e 3 0A T 2 S A
T MyoD/MEF2 fi#5, 6L 4 57 Kk 27
S R SRF /myocardin ¥i#5. miRNA FIRIER T
FERE SRV L2 21, mTRetER X Gpre-
miRNA 2460 Tk Fe vp 57 28 45 . dnfE D) e 3k
SR B UUIE K, pri-miR-1-2. pri—miR-133a-2
FERBEI, MR miR-1. miR133a Fik iM%,
PR miRNA [R5 I8 1T BEIE 52 B 5 5% JF i 52,

3 miRNA ZE B BEAN R EYTH BE

B R T 2 NUA R G E LR, &
1 hHIH T — 2L A KR & O AEH A mi RNA
SIAE AR I RE . AEARSNEFRILAE i,
ik (over—expression) Flpk (knock—down) 5256 148
KT miR-1. miR-133. miR-206 Z&—LEJLA

#1 miRNASAALE

miRNA RILMNR HEAR YR

miR-1 B DL HDAC4. Hand2. Delta. PRBENLIA 734k, FEHl 0L RAL, R
HSP60. HSP70. Kcnd2. DIE E B AR 1835, 55, 36, 58]
HCN2. HCN4

miR-133 B O SRF. nPTB. HERG. RhoA. TRBENLA0 Bl 5, R A BT,
Cdc42. Nelf-A/WHSC2. HCN4 WO UL RAL T, FELO IR R, W

PEONE BB T pEDs 2 00 o7 38

miR-206 HHIL Pola 1. Cx43. Fstl 1. Utrn IR B LAk 22 26, 7]

miR-181 HHUL. 0L Hox-Al1 PEHE LA 23 A0 0 i AR B

miR-214 A su(fu) e 14N i i 22

miR-208 Lol THRAP1 YT g 2T PR o J A D)

miR-21 o JJE AT 4 41 Spryl fRk VIR K o)

miR-195 DAL (oI i N

miR-29 HHL . 0L YY1 UL PR REL A0 2 142
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miRNA [ZhAE!S22) miR-1 Fil miR-206 {3t 5 L4
o534, 1 miR-133 W e LA i o4k, fe ik
LN 395 . miR—-1 F1miR-206 &4 3L R FH 15
A1, eAE TR AN K%, T miR-133 EREAT
Ao K miR-1. miR-133 y: SRR I A 78R 525
WIESE, miR-1 ML L, 1 miR-133 FHIIL
WAk, AR E U4 M B 5 ) o (E A5 = A2,
miR-1 A miR-133 HANEAM K MEH, (HEA1k
HAHF K miRNA 2%, W H—&fx. X&
WP, ZRRXFING, FFEXT AT ST
W55 RTG53 BT o
b H R PR RS 2 0 7 R 2808 )W) miRNA 1)
B R LA R AE (PR 28 2K 22 Bomd RNA S & AT TR 0l
SEAHAN) , Ak, R T SR A b
miRNA B T7vk, BAR &AM E A, (HEATE
BLENYE TN miRNA B S A1 DR ST PR FREAE R S
B miRNA A g t2e280
miR-1 e H L ) — A EE A E D £
LA (histone deacetylase, HDAC4) , HDACAH]
LA AR BRI 3Rk, 1A E ] 22t
FHIMEF 2C (— 8 (1 JUL A AH G 3 s IR 1) 58 ik
1, D, miR-1 e B <598/ HDACA
ik, 25T MEF2C gyLE 1, (RENLA 21k
miR-133 )N HEHE LU M5 N PR (serum re—
sponse factor, SRF),miR-133:id FAALSREER 7K
SPAERE ROV s sE, S miR-1 DI REA 8,
miR-206 ¥ [ DNA 245 o (DNA poloyff) p180 Wi
3 (Pola 1), /5 DNA polo [ mRNA 1)) 220 M
M4 DNA pola FURHTE, I DNA GG,
ZARHEL A 23 4; miR—206 % 1] connexin43 (Cx43) ,
DAy B B LA M 5 75 2 Cx 4 3 RIE, BT E R
) B 0% fE 2L A 4l i o 4 0200 o FENLIN 434k,
miR-20634 71 FMyoDIAfi XSS IEI I ZR 1 (fol listatin-
like 1, Fstl 1) MlUtrophin (Utrn) & ] =7,
miR-133. miR-1/206 42 JEm e sl &4 & d
(polypyrimidine tract-bingding protein, PTB) F1'/H[F]
Y54 nPTB [{IFH1% . nPTB/PTB & 1] A% BY 4% [ — S i
AT, A 2 R S AR P AR BT, miR-133,
miR-1/206 IS eAT I 5 i sema LAl o3 A FE 7
251, {HER T nPTB/PTB, miR-133. miR-1/206 fJfg
I AL S v AR By e, PO miR-133
EE A sImiR-133 F1miR—1/2065%} 1] 2% B 45z ) 5 i 57K
20, WLARE Sk miRNA 2 Sl B AE K ) o —

AMIEHE K A X Texel “ERIIFFT, Clop 28R IBFST K
B, TSR Texel Sl rbid BUULPA e AR I 584
A& TGt LA AE KA 2 (Myostatin) [mRNA 3’ -
UTR [—/MiE B G AN A, %5 H1E T —4
miR-1 A miR-206 [FJHAL, T8 Myostatin [1)HY
BN, MyostatinZK VB, 475 Texel L
WIE . B T IXLEA/E LA R R IS B miRNA, I8
B R XA niRNA EULA R E h R IEE
M, B imiR-181 g — M 2 A )2 Kk
M miRNA, BRI, EFE A 8% L 3k 1Y
s SEEEEHULEAEFEER . miR-181 (—
AN S [FYS B 8 1 Hox—A11, Hox—A11 REFHIAL
RIS s R F My oD IR IE . 7B #lH miR-181 7F
At FEeh F IR Hox-A11, FRVFBE LA AE
Ko, 1M ZBR miR-181 WSl UL i 74k =0 . ik
A — S R4 10 miRNA XHULIA R & RAE T,
BEE 401 miR-214 76 R T2 S B A
ik, ‘BRI S 2 su(fu), su(fu)s&HedgehogfE 51
Gk IR T . Hedgehog {55 & LN M50 T b 75
), PrAmiR-214 #1375 Hedgehog {5 5 B M ¥ €
L4 iz 2,

4 miRNA 7E/0BLH BYTHEE

COER B e 32 O ILSE R LT ) miRNA
PO AL K B R EEE . miR-1 JE AL
KANFIHCER, ARIELII . B — AN SO
Mt Hand2, Hand2 AJ4Eak0v LN K.
miR-1 A LA Hand2 (1A, T BA miR-1 76Ok
3 KR A Hand2 B8 17K FRE, AT 0%
IS NP A T S L 4G 5 O i W | e
0T, FE R g, miR-1 419 Notch FEC/A Del ta [
mRNA, il Delta MHEHEE, MW Notch (55
WK, LA L o AR R R A B miR-133
Lo I I SRt 25 ek > UIE K, RhoA (—Ff
GDP-GTP AL ) « Cdcd2 (—FifE 54 5 ) «
Nelf—A/WHSC2 (—FhZ 5.0l AL 41 B AZ TR 1) 48
JEmiR-133 MHEAL, BT LU R h & 4545 H
JLr RhoA I Cdc42 2 554 i B B2 FYLET 2 () = H,
miR-133 X e TENHIVER, Mk > O UK
SRR IET 2 40 M T2 ) — > E 2P, HSP60 .
HSP70 Il WiAAZET:, caspase9 it it £ kitATE
TS B UL4NHH, miR-1 $HI HSP60. HSP70 £
15, fREET; miR-133 #Hl caspase9 Kik,
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BT, miR-1 A miR-133 £ECoULEH L iz 1 i 4
AT B IR B9

miR-1 FlmiR-133 2 51O h i Ha A
miR~1 KR G U EE Kend2 BRI, MR
BLOMIE AL SR 060, miR—1 I YO
PE, miR-1 B L e 2 A g b il 0o A 2K
Wy T miR—1 PR B U] 2 BELA p O LA ZE 5 2 (10
AURH o miR-133 iR R HEME, miR-133 7F
LU 3 2 A0 HERG f381L, HERG Zwhd—
Pl g T PR SRR 1 K HL e (Ty,) (K GBI . A2 IR
S5/ B I, miR-133 $04I HERG K*, MM $5k
Iy, RIS TR, BUEEMAARNE, QT MK,
HCON2 A1 HCN4 s Lol rp /MR AUfiE RS, &
TG 2 FECOALRR, T miR-1 2 m) HCN2 F
HCN4, miR-133 5 HCN2, XFE, ZEAEK O
T miR-1 A miR-133 (1)~ 1, {75 HCN2 Fi1 HCN4
PRI, AT RZ IO U ) B B AR

TiAk, O MR ) — AN bR S LBk B B R
(myosin heavy chain, MHC) &1k Mo-MHC (—Fil
WK B 1) 1) B-MHC (— 02 1 IR G LBk 2 1) (7))
AR, 2 F miR-208 AT, 1M miR-208 X & H
o-MHCHERTRI N 5 1 29 Jwhd i),  BHI ) W miR-208
AT o= MHC FIHE R AR B %, miR-208 IEAECoUL4N R fIE
KA YEf e SEEE . 7E miR-208 $if A —
A EHAR IR AR OB 1 (thyroid hormone re—
ceptor associated protein 1, THRAP1), B A& FUIRR
MBI AN T, X p-MHC R A
HIBN . A FORBR IR T3 5% a-MHC, 1fif FEAR
R TH RE DGR ) S 2 B-MHC KA R, FrLh, 7E
J 77 I8 25 T FEUIR B3 BE A (1) A O, miR-208
REds S MEVE AL B-MHC, BEmoid FrO M AR, B
AR R, OO T 4E40 A b Y mi RNA 2556
OHUEIATER . fEZBL0 Y, miR-21 RKIAK
PR PR A AT Y4 b BT, Eak 4 Spryl
EEM L, MR ERK-MAP 085 (40 R oMs 5
T R — i 20 R DS A B ) v o IR L
Pt AT e A A G A KR 70 i, SR 35 e sk 1)
JRET YA RO UK o 14 e Pk R SO A% A 1 4T
miR-21 YT T BEAR O E ERK-MAP 3l v v, 4
T BT 2T A FRO WU, sk /0o JUE 2y R K 1 1107

5 miRNA 5B
ELA A, miRNA (1) 575 Rk 55 RELL LA AH O

P BHEIER . Digeorge ZEAiE e —Fh i e thfk
SRBIRM RN, ©Y5 D6CRS R KA
5y RER A A O U e B RN PR S5 . DG CRS FEIA
[/)¢15 774 DGCRS 1 Drosha A AE F T e imom T2
444, DGCRS fiEdg 5 Drosha V)E|, *f pri-miRNA
I pre—miRNA EEOCHEAE ™81, EHH R I
miRNA DREMI N, X AT HESE Digeorge ZEAIEM—
AN SRl . BT RIS 20 1K LA O 9% 55 miRNA
KREY), ol DL, #H5mniR-1.
miR-133. miR-208. miR-21 f—Fal JLF ik
FHA I, S miR-195 O UIE R FE bRk
W, BT OV RIS R A . AT
3 (1 3 A I miRNA FRIA 2K . miRNA 45
LSRG, B — It e, DA
T B miR-29 LUk B AR A, B SUUL AR 1 4 1
WL FANEAE miR-29. BESUVL ARSI B oA AL AR
JHHE T T SO — FloAE,  BESUUL R R Al b S
WL NF—«B 8, X P R YY1 REUTER miR-29
FEREYE, A miR-29 FOE U0, Mifn PHE
JUL PAIREL 40 0 FR) B3, T mi R—-29 BERE I YY1, 06
Jigeg A= K I B2 . kR WL, miRNA AT
Sk JUU PR AR O 35 95 8 AE IR T A b, B R X
miRNA #IHIZ 5 ZBILHEF mi RNA RIE, Xf
miRNA FAMF SR A RRIEAT A28 M (i 27 -0— A
Bt) 1), e n LA L TR M FF % mRN A $E47 1)
miRNA B miRNA R 25 mi RNA IR IA
Ty AN AR IR T TR R BE T I A O
miRNA [ EFIEE 259
6 RRE

miRNA G T — 28 1) Ik PR 3 3 1 4 A
T AR H FTEX T T A SRR D . FRATH miRNA
FIHLH] . DhEEIEEA RE WA TE, XTHLA
miRNA BT AR AR ENLAT, Sm B
miRNA, FHmiRNA FEEFR . i€ miRNA K1)
A, IXLLH T A T AR

WLR AR B I 0 A= B2 Ao 1 — A
HERE . T miRNA 7EVLIA & & b A FH Bk
S, 1M miRNA 25 LA K& R I 45 5 A 2R
WA, OB RATINOX I . R
PE LA, S4B miRNA, Xf miRNA (¥
ANFHEFE AT FR N, %58 miRNA (&R RE, H
AFFRATIRT L IR 41 A (38 5 UL A 40 B 1) 5 T 23
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VLT HE 1 K103 B0 2 F LA SE IR AN IR A
A ZH 2740 B b — 2 md RNA S AILIN & 7 A ) 322
PR AE A, X %6 mi RNA HEATIFSC IR A b 22,
A, ENRAKEE Y, % niRNA
FRIIIA F= s T IR R & A2 15 1E R A B A
M, AHXEE mi RNA RFFCN S A0 A B, LA
WA 28 i RNA FIEEAR A AE SR, miRNA i
ATERRR I RIA, AR OSSR A T miRNA FIRRIA,
ENMRAK KRG SRS, SN T3, X
A Y B HEP- A (R AE R ) A I T
TR, M2, XFHLA miRNA e, R
F A2 B VLA mi RNA S FEAE mRNA (145 5 R 2%,
FEIE mi RNA ZENLIALAE K388 A2k i R 45 B
TEAME A = 5T, I TE & B SR LA e R
AU miRNA R OCHERI LR, SR i FL AL
B, TR, PR 2 S AR BErm A QTL
B THLEE, & H T Myostatin £E[A 3” -UTR ff)—A
B G RAE N A, FEOXXIRGE A K miR-1 Al miR-
206 [UHEFEA1), T miR-1 1 miR-206 A& 7E LA H ik
HAEHE ) miRNA, AT S Myostatin 8 EH R
K PR, X — G5 BT B st AL 2 o 1 1ot A%
PSR TAIG . ARSI Y b A
TEFIFERILE], X&) st & Fh TAE 1Y

. microRNA HIWFFNIE— it m & & W™
SR TR AR k. BT, FRATTSE
5% IEAE BT mi RNA GRS F- - BV KR & ThiRg
ST, AT it w2k, F48
WL A5 mi RNA, X8 miRNA )Rk dk
T, BT BT =B, DAY
SLARRRIERIL, LRI BVE YT T RE— 45 0T I id

A
7%
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