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Research progress on the effects of MyoD-related non-coding

RNAs on muscle growth and development
WU Yi-Qi'"*, JIN Da-Peng™, QIN Ben-Yuan', LI Wen-Xia', ZHANG Xue-Lian', SHI Wen-Qian',
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Abstract: The growth and development of skeletal muscle is a precise network process regulated by multiple
functional factors. The MyoD is a skeletal muscle-specific transcription factor that recognizes and initiates the
transcription of skeletal muscle-specific genes. Non-coding RNA is a type of RNA that has multiple biological
functions but cannot encode proteins. In this paper, we summarized the functions and mechanisms of non-coding
RNAs involved in the proliferation, differentiation and fusion of myocytes, aiming to provide theoretical references
for the mechanisms of MyoD-related non-coding RNAs.
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WA EFERKKE. BHILNAERKRKEZ—
MHEZRE T2 5REB0ERMNEEE, fFdE
H, AN E KT (myogenic determining factor, MyoD)
19— P B UURR S 18 1 e s IR R B
WHEAER . sk, WA BRI RS TS RNA
(noncoding RNA, ncRNA) 7] D45 MyoD 5 5 i
B LR IG5 o A S A SR R . AR SCEE neRNA
A 'F MyoD ¥ & 8 ALK &K & 15Tt Rt AT

1 MyoDEEHINEKLFHHIER

1.1 MyoD#ayZ5#
HILEAE 15 R SR i (myogenic regulatory factors,
MRFs) 5 MyoD. MyoG. Myf5. MRF4 U4 5,
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Horh MyoD s 5 — /N9 %5 5 1 LJE 14 18 9 B 1
Davis %5 - 1987 £ 1 R4 8 /N1 MyoD JE[H
FFUEBR 1%k D6 LAH iz i v AR, X
B B KRS AN B 3% R 7 BT DK Bl oAb O 2 G A
iz . MyoD 5 HAth MRFs 707 —#f, &H —
AN 70 AN 50 R ik S 2 1 1 R - IR - B
(basic helix-loop-helix, bHLH) 454, i i%45H# 5
EEAZESR Rk, SEERMEMERR)E 3T
[ E-box [X, KIFFEFBEIER Y ; R4 MRF
TR BRI R, FElTBEA B SR
R B,
1.2 MyoDHIIRE

TEH AR R B g fEH, MyoD il B
AR EFE R “ EHF 27 Blo MyoD fil Myf5
P AL 1A AL 200 0 v 3636 11 Pax3 il Pax7 B35, (AL
TR PEAL A ARG 5 oA oh B OULAE M 5 2 )5, MyoD
FINA R ERE, FE My RIETHES, M
Myf5 S LA A= 2R A PR o 460 i 7 o 4 P
HHR AR AT RS, B — D R G
FILE T, MyoD FHHLAN M A B 2 O 20 4 5 53 MRF4
HRPFRIE, LRI RS S A4 fads .

SRR ag VLUK B AL, MyoD 7R H A1
LA R AT R b R e P AMA A,
WL A K A8 R T AR B T L T 2 4 U
TENVAISZ B G, T 40 M g 0E I Rk Myf5 DL
PR i sE, AR5 @ Rk MyoD K1 LA
AR A (] A LA B k. B S, MyoD FHAE 41 i
AT 3 PR R BGE MyoG RIA LLUE 340k 3
A BINE . thAh, MyoD g% Hifth £ P
YU (WA AN, RN, PPN, ARME
YN R R AR A0 ) et o gL am A U

58K I, MyoD Hl Myf5 XU b5 /)N b B T 58
AR Z B B VLR A M B A 2 4 S5 B0 AR S
FET: M AN N R R B AR, =
MyoD /s B il L B9 LAE s 2 AR Y, 3% B
MyoD e % #fy 5z WL P 2H v () 4 s L IR B 5 4l &
MyoD R4 /N R BEW JE B H e, (ENLEF4E & &
A0, LA ThRE 240, S A R AR PRAET: . A%
HaliG Myfs A8 /NR & — N IhEEME MyoD %
LRI, HEILER KE, KW T MyoD {EA4E
WLk & A7 ) S A A 1Y

2 NcRNA#LA
NcRNA /& —2K B Z R AW oh B8 H A R g 5

HEFH RNA, WAL HAZRER A H A 2% fg
gD R 5, AR 20~100 nt ] neRNA™,
ncRNA 35 KAEJE 2w S RNA (IncRNA). i/ RNA
(miRNA) FIFRR RNA (circRNA) %,
2.1 LncRNAE/Y
2.1.1 LncRNAJ R

LncRNA /245 —KFEZH Pol 1T#3%, HKE
KT 200 nt, NEAEAIRGmILEESIH RNA,
JEZw T RNA (1] 80% 2 % "9, K#4> IncRNA FK I
5 mRNA AR Z5 0 i, A &F 881
SN FRIN S, 5 A 3 s i T e S
BT A3 polyA B E ", H4E IncRNA H X} T f
% 9w 10 2R 2 IR A A B R DK 4y R e
IncRNA. % [A 7] 2 IncRNA. X[ % IncRNA, 1
77 IncRNA 377 IncRNA 725 ", LncRNA
VB DR 3R RN R D RE AR 1 751, T ook o) 4
R EAME . Jea B, UM R A, SEREp L.
PEEEPEBTHE . 40 B AR T4 i B g A 25 AR T B
HEMAEYSREM R ",
2.1.2  LncRNA1E FHHLHI

T AF AT T AN A I IncRNA. 788 BRI A2 K
REFRREEEEAEN, I HiddRWs e,
B SR SR 5 AP RS R RAEE . 7R R W ist A%
B 7K, IncRNA BB 7545 i 1 JE R A7 s 51 e
T AR R AR, AT SEIRT H A B R 4% P o
1 Dum 38 3 44 65 N 75 2% Dnmts 55248 2 Dppa2
Ja 21 CpG or sl 2ok A 34k, S50 Dppa2 %
IETER, AT A2 HE LR 1 4k B 7E B oK R
IncRNA 1] Ay % S5 K] 7 B2 1l 1] 482 i 5 4 25 [ A
HAEH, iR RIA . W Myoline 7] LLi#
1K TDP-43 3345 £ Filipl 503 UL A bric 3 ] (40
MyoD) #1387 LI 5 =0 T e 5%, i
E R LA B 43 1h o WLA0 B 5% fil & s LA Y 5 Tine-
YYLi@E S5 YYLAHEAERH, MEE 37 o 3k B
YY1/Polycomb 1 5 &%) (PRC2), AT /e 2
SR FRIE P, EHE K, IncRNA A LUl T 5
miRNA A . AE i %5 mRNA F 8 3% A i %,
AT SZ B miRNA % H mRNA ¥ br 38 5. Sirtl
AS IncRNA 5 Sirt] mRNA i H.AF i RNA WU
e, RE 5 miR-34a 3% G 2F Sirt] B2 40 ) B 5%
ILHE i 2295 1 % 3 1) IncRNA MARI RE 9% 78 4
miR-487b I 47 4 17 WntSa & (1, MR 3E B 8%
Lo A B,
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2.2 MiRNAfS/;
2.2.1 MiRNA 45

MiRNA & — 35 Pol I # 5% K & 7£ 19~25 nt
76 BB 40 A AR 4 A RNA, B 7] DL I 5 4 mRNA
3'UTR X Bg AL VR 4 500 1, S BORBE i i
5 mRNA V)% 7, FH#F5K Y], miRNA 7 AfEZ
PR I T R PE AR, AL HE R I ) 4 1)
G . EME TS, NIRRT A E
25 BT miRNA [ Gl FE R 2 2%, g Je e 4l
Az i Pol 1156 5 R K IR 54 554 (primiRNA)
SR J5 33 #% RNase 111 Drosha # BI47) pk & J2 T ) £
70 nt f) premiRNAP", o ] {& pre-miRNA i@ it %
H A -5 (BxpS) fi 4l fig#% ), B 5 pre-miRNA
I8 I 41 ff it RNase 111 Dicer #% 1) %1 Bl £ 22 nt [
miRNA XUHE & B 3 b Ji 77 iy OU8E 14 ) — 4% %
WA 0B k% IR Wl R A, T ST — SR BE R LRI
miRNAPY,
2.2.2  MiRNAF{E AL

MiRNA ] 5' Kifif5 2~8 nt [F T4, %7
FITTHEE mRNA G X 3k, & e 6% il i
FMECKHE I 5 mRNA ) 3'UTR [X 45 & K 4E/EH B2
miRNA = Z@ ik LR P 50 0 R A B AR FH
(1) miRNA [R5 7 51 5 ¥R K (1) mRNA 3'UTR [X
SEAUUHC, 5| e #E 56 [R 7 % S K SF BB R
Sonic hedgehog(Shh) & i 5 {if JB AN 5 i A il e A ik
(oG85S, BN B Y Shh Rk 75 ZEAL TR
(RA) 55 # %, # 3 [H T Hoxb8 4+ T 1 i + RA
XF Shh (1755, J5 B A7 5 AR S P ) 3o A
Hoxb8 NEERFENEH . WFFLFRE, X FpH0HE M2
FH-T miR-196 7EXS Jig Ji H i) A 5 P R 04 3 8 Hoxb8
TEFE K LR, (1 RA VLG BifS
Hoxb8, S35 i WYk Shh (£ IA B Z R 5, (2)
miRNA [1)Ff 7 J7 51 5 $E 3 K ) mRNA 3'UTR [X A~
SEATULEL, FECABETERE /K 1) e f R A 1) %
filt, RAREFEBHIE/AKCP EAMHISE R Rl mRNA 181
11 miR-148 & — M EEWS /1 F LR 73 6 1) miRNA,
U RS B R A B (1R 1 (ROCKL, — FlLAE i
7)) FEF R 3'UTR X, {8 ROCK1 7 C2C12 Y
JLZH B A AR VLA ) B SRR B AR, AT (i gk
LR 1 234k B, miR-27 A 0% 40 1 UL P AE K4 R
(Mstn) [ %01, Mstn Xt Smad3 {5 5 # S8
miR-27, AN H A HHERE, DR —T
PEAEAR I T AN Ak UL i 284 5 A0 US55 LAY
45T RIEAER B,

2.3 CircRNAE /Y
2.3.1 CircRNA -

CircRNA J& — 285 B 1 93 iy A RRCFAIR 19 P9 U
PEAESR D RNA, H 2 A TS M AEY A F 4
MUFIZHEA . 5 i 5" B4 AL (A ) 1R R 3
B4R AL R (248 ) I RTE BT AN A, circRNA A2 H
U ST B A (A ) iR B 3 BT R AL (32
), 18 “RMBIEE” SRR FIE A A circRNA,
i HAe s AR R e 427 B K Z % cireRNA
H— N EAINE TR, A E 0] DU A AR B
BN & T A. MRYE AT LUK circRNA 404
=25 (1) #MET circRNA, 12 5 5 PR (1) 41 55 781
Bk, B — AN MNE TR, FEAE T
MF s (2) W& cireRNA, {VEEHETF5), H
FEEMTARZT 5 3) /BT - W& T cireRNA,
P A 3 LR () A0 S5 7 R P TR R 2L BT
2.3.2  CircRNAFI{E R HLH

CircRNA 0] DU A R 1 7 e 40 i i A
g s R EBEEH. (DeireRNA T4 454
miRNA, i H R fE 5 # mRNA 45 &, M 410 )
miRNA KAE/EH . 1 circLMO7 fgfig i@t 5 HDAC4
5o 4 PE 45 A miR-378a-3p, [k miR-378a-3p X} H
FEIE K] HDACA SR (A FH L a3k 1 5o L2 i 1)
BEHE o A AT PR % BV 5 09 cireSVIL Al LL/E A miR-
203 #F 4Rt A, 1 c-JUN 1 MEF2C ik LR,
e 3k LA B 386 5 A 434k B 5 circLMO7 1A miR-
378a-3p I35 G+ U RNA {2 i3k 2= B UL 40 it 38 4,
[ B A Fe AL AR T B ek, BERRREL, A
circRNA [ 7 7E [l — miRNA [ 2 AN & 47 i, 1]
VEN “O T4 W miRNA, #1 CDRI1as circRNA
L&A 74 miR-7 BETEL A AL, T DATE v 4H 21
454 miR-7, miR-7 sk /b 5 B0 v 41 A
Wb, HE LT e AR Z i Y. A 1 cireRNA
X T [l — miRNA A A > 58 A7 1. 40 circHIPK3
FE 1 HIPK3 FE[R P2 £ 1 —Fh cireRNA, BARES 9
A AE miRNA 45416 18 AN i, [6— > miRNA
N 12 DEEEAL . Hod circHIPK3 fg B4 &
miR-124 Ff 4 1) FL 7% P, 50 I 0 ) g 7 A I S [
(IL6R 1 DLX2) [ IA 7K T, - AT i i3k 40 A 1
T "1, (2)circRNA 7] LL5 8 [ 5 45 & K % circRNA-
HHBREEY, %wEamIEer KE. W circ-
Foxo3 & 1 Foxo3 J [N 4wt ] —Fb circRNA, ‘& A
DLIE S 5 4 i A e O s 2(CDK2) A2
J 0 B ARG A T A o R (p21) 45 & T Ak cire-
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Fox03-p21-CDK2 = jt & & 47 1 417 1] 2 A i 1A 2k

2 W, cireMbl J& LA 2% [ (MBL/MBNLI) ) 2
TANNE T HIAMEIE R cirecRNA, MBL & [ 8805
I 5 circeMbl 45 & $2 5 cireMbl AV & R, E
FAE 5 Bt B4 55 4 v o5 98 A0 35 oA AT PR AR AL A
Bk ¥,

3 5MyoDHH%ncRNAZEEERALL B HHIER

H i A FCIESE T MyoD 5 ncRNA #4755 %
MAKEKESBERRKEEEZ/EH, kTS
MyoD #5¢3f HAE B #LUK & o R 4F H ) ncRNA
BEAT A .

3.1 5MyoD#EXIncRNAZE B BEALLZ B HHIER

W50 K B, IncRNA = B2 38 i 38 W 388 4% 4% i
e SEORN e 53 J 7K IR R R HEAE T - %S IncRNA
YEFHPLEIFIARE, # MyoD AHE IncRNA 73 9 =K
AT
3.1.1 B ERWBAEm R ERIEREF T
MyoD#H K IncRNA

Kenglotl Kenglotl s& —Fi 4% JE 4 5 RNA,
JE I A FH A G € 5T 7K ST A AT 3 B 8 TR
ik dH ISR pS7 P R AR B i R
T2 1 B R A GBI, L REAR SR A S
DRl ) RIS TE R B A o3 A 2 w52 217 4% RIURS 21 1 1R
. BEFRY], Kenqlotl BEWEAE S 284k T BHA R
A LA 48 g v EZH2 4y 3 () H3K27me3 &5 p57i
&4, A H3K27me3 7£ p57i E A R 32 p57 &
pay = 3 PN 1t T8 AP /N T e i R et
fir, MyoD it 5 £k Kenqlotl AHEAEH, T4k
EZH2 5 Kenqlotl 456, R E e ta )i 4514 K Ak
A5, Afi p57 ik LRI HENLIE T 410 B

SRA K[ 52 /& RNA %77 (SRA) Hgmht
1 )5 ) mRNA F19E 75 ¥ JL b IncRNA 4H i,  Hh
IncRNA 8t 5 RNA fi# gl p68/p72 A HAF F ik
R AV R YL (5 B R R 1 B
%, P F 2 2R LK MyoD g, 7R
WL S b R IE R EEAE A Y gt
mRNA 7] DL & 7 1T 32 B ) b SARP 2 H
ZH HH ) RRM A RNA 455 45 #3187 L 5 SRA
RNA STR7 )y i P4 0. &5 44 #H F/F I 5K BH 11 SRA
RNA i #i PE L i0E, k& Ui SRAP Af DL i 52
i) & 5 A1 JE 25 A SRA 43 2 [B] (1) ~F- 8 % MyoD ()
AR S A e A g BT

Malat1 % A5 5 (1 il it 7 5% ) 1 (Malatl) /2

—MAEVF 2 H R E FE RIS IncRNA,  7E2H 214y
I AR E . BFFKIL, Malatl Refigisid
miR-181a-Malat1-MyoD/Suv39h1 i 45 5l 72 LA i
FEA R A . 7RG 5E (1 BVLAH B, Malatl ¢
Suv39hl FE4E 5| MyoD 45 & HE K B8, 51 &2 H3 i
2R 9 (H3K9me3) [ = F Ik, i $E L R R I
Sl )E s ARHLEYE miR-181a B0, J# A% Malatl
k), @ik Ago2 MK PERZ RNA 5 T I UTERE
G ML K LB B S, Malatl (19980 5 5
Suv39h1/HP1B/HDACI il &Y ke A&
A Set7 MG E GV E 0, I VF K 2E MyoD
S 2B Z LR 4 B

Linc-RAM Linc-RAM & — F-5 5% LR 1] 14 2=
K7 IncRNA., i MyoD-ChIP Data 43 7 & 2.,
linc-RAM %2 MyoD # 3 i 17, I Hi# id 5 MyoD
A1 HAE F {2 i3 MyoD-Baf60c-Brgl 2 & ¥, £
JVLIR 14 5344 Fr 75 25 DR f 2 53 9 15 P 78 24 MyoD 1)
W41 1 IncRNA 3958 7, {2 LR L. 55 4b,
I R 2 line-RAM KO /MR 5 WT /N X LR B
linc-RAM KO /N 5 T 52 28 i (1) LR A A0 A2 B B I
/NTWT /NER, 1 B line-RAM 7E 2 45 LA T 1E 5
MR RS ER P

eRNA eRNA fi#F “RNA 1 "*RNA, 43 %]
MyoD [ 1% .0 38 5 7 [X 38 i I 45 [X % 5% 1 ok .
“RNA RN Yt i EIBE A VIHH3E S MyoD Ja 5
TIXH, AL Pol 1T & 4E MyoD JHZ)TIX, feik
Hf 5% B0, PRRRNA WFK MUNC, #F50RHL, MUNC
BE AT AAE N i 5 AHAR MyoD #5355 (1) 45 it eRNA,
REWE7E 5 4B = MyoD & H 5L T IE A5V 2 UL
JEE LR RIA B,
3.1.2 R SKCFREEEIAE KK E I MyoDAH
FIncRNA

Irm Irm & —Fh 2 5 LR 2 A0 1 B 9 =15 1A
T, MEF2D e 7EVF 2 AR AR R 2 455
MO 2 R R G B 0T, AR 0 A 5 R B i AR .
W, Irm fid RA Ae 6% B3 (i C2C12 41l
FIHEPE 34k, HFERAE N CTX S RIILA AR .
BE— DA R, Imd i 5 MEF2D B #: 45 6
4§ MyoD/MEF2D #5335, M2k MyoD/MEF2D
gE4 WL A LR A miR-206 (35 T F, IEx
ABOEHEESE, (IR b B

AK 143003 AK143003 /& —F %2 MyoD & % i
9, FENLA 43 A0 AR o k4% B PR T 1) IncRNA.
W 5T &K B, MyoD i i #1 il AK143003 k{2 it LA
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Frit Bl MyoG Hl MyHC 23k, M A2 #E WL
P4k, {H AK143003 $)1#] MyoG F1 MyHC A 1)
AR MAE 2, el — B
3.1.3 A SHXEKFREEBIVAEKEEN
MyoD#H X IncRNA

LncMuMA LncMuMA J& —Fi 5 H1LAR E #5015 5
() B A 25 45 AH 9% () IncRNA,  F 9T % B IncMUMA
k5 MyoD 5% 4 % 45 & miR-762, [£{K miR-762
X MyoD [#l#IfER, (RS, 355
RIL, 1 FiE IneMUMA & 75 A1 33 54 WLk ) 2% )5
MyoD ik, LRG0 T AR I B 1 ek 2
A I IncMUMA W e 2 Y8 97 AUBIED 485 UL 2 400 1)
BTN SR

LncMyoD LncMyoD & —Fi iz T MyoD %A I
W5 K721 30 kb ) IncRNA. #F5¢ K B, IncMyoD g
% BEL - UL 084 3 0 = A= 234k, S MyoD-
IncMyoD-IMP2 & 12 &K ¥ 4F . 1 5, IncMyoD 7t
FULAR AL 1] i MyoD #0375 285, BEEESH
IGF2-mRNA Z54 8 H 2 (IMP2), FEH0Y IMP2 4y
T P 4 T = DRI 3 T 75 3 S UL 400 i 8 B ) SR
otk Iras B,

MyoD #5% IncRNAs F45T% 1.
3.2 5MyoDHHXmiRNAZE & #EALLZ E R HI1ER

W98 &I, miRNA [ 5' Kifi 45 2~8 nt [+
JF, ZF 5 RS R A JE U S mRNA
) 3'UTR X 456 RIEEH . 1 H AT R ILE) 5 MyoD
A% miRNA B4R,

MiR-223 MiR-223 & —M{EEE#HILE ikt
B EAE A K miRNA, Bl & Z A4 KK T 2 IGF2)
FIEESE E-box 454 [FIYEHE 1 (ZEB1) s& miR-223 {1
ANEEEED, Ho IGF2 2R B 2R A K IR Z R M)
R, B R ThRe I T R T, R LA

M3 EE AN A b AR ZEB1 & — FhE 2
SR 7, B LB S G A RIEEE 7 X1
E-box 741, 4|3 e sad . BRI, &
R 2 B f 386 5 A ) 4k 5% MyoD-miR-223-1GF2/
ZEBL @2 M AT, 7539 58 00 & VLA e b, UM
BB 1) miR-223 i H 6t IGF2 i 40 4 FH ek 2>, 12
RV M 5 5 R B VL4 e R, MyoD
() F R miR-223 Fik, miR-223 i@t #i] ZEBI
e LA i o A A 2 B

MiR-29a MiR-29a & miR-29 [ — F 52 £ [7] V5
¥, Tetl & /2 DNA X H 2B IEZEM 4 7, miR-
29a i i B m) Tetl f3f HZR0A B2 T . WU R I,
miR-29a-Tetl i&4% /& C2C 12 2 i r ALIE P 1 1% 0 2%
f)—#B4r, miR-29a [ i & Tetl 30 fe i 18 41
JeLJE A 5 R 5~ Cdk6 B ERIA T 1 & MyoD ik L
R, AT LA AR i R 3 L A1k BT

MiR-378 MiR-378 & —FhREWE7E L 73 A e
YEHI ) miRNA, & 58 VF MyoD M 3455 1) B L 40 it
BIAS[R] U (3 3 o o5 H 3 SRR P o MyoR a2 —
Fh MyoD #1571, Aef%i@id S E B A4S &I B
4 MyoD #! DNA J7 %1 >k fH 1 MyoD 3K 3/ 1) % 2F- 4
e 734k . BEFEE Y], MyoD fE C2C12 4Hfiu /1t
WAl fe % i miR-378, miR-378 i@ i ¥ [5] MyoR
T HE MR R A MyoD,  BLFE j— /i 51
E R SR R FE AR B,

MiR-206 MIiR-206 #& — Fi 8 ZZ (1] L A 45 57 7
miRNA, #f 57 % Bl MyoD f& 1% 5 miR-206 3 5 1
4545 %S miR-206 ik, Twist-1 ¥ B4 K & WA
R HREZHE UK E AT, miR-206 8T
2 15] Twist-1 mRNA [ 3'UTR #71 fl] Twist-1 [{] 3 1%
fEHELAN >4k B thAh, miR-206 @i #E A Utrn
N Fstll 15 5% 5% Jg /K P H 3Rk, Utrn 52 —Fi L

#z1 AT ERIEKAZEHFIMyoDEXAIncRNAS

LncRNAs WL P YE HIML SRR
Kenglotl T H5MyoDM HEAEH, THIHSEZH2NZ: G, (RiFFp5748RIA [45]
SRA sl EMyoDZ54, i MyoD ALY P PR 1 3 57 [46-47]
Malat] i KA 2 SV S FIMyoDE, & A i, 4| MyoDI¥ ik [48]
Linc-RAM i EMyoD A H.AE i i MyoD-Baf60c-Brg 1 £ & ¥ 1E i [49]
eRNA s G 057 S AW 5 £ MyoD i 3 1 X 35, [50-51]
Irm i Irm 5SMEF2D 542454, F24MyoD/MEF2D [52]
AK 143003 i MyoDilfi i #1H1] AK 143003 2% 1 & #EMyoGHIMyHC [#) %5 [53]
LncMuMA S| YEymiR-762134%, F#IkmiR-762% MyoD (1l H [54]

[55]

LncMyoD A

HIMyoD#i, 45 & IMP2JF 1 i T IMP24 ) 3 A 16 5 5t [ 3 1%
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AREFREH, XRNBITIRERE SR T — 8
B

MiR-203b MiR-203b J&—FEE7E 2 a5 B
R A1) miRNA, PR R R EEN R Ay
—, HIFEZC B A= g msil, BIE s+
AP BRI K B AT AL AR . AR
B, MyoD J& 115 & JE f LA R S5 1 2 R 3Rk 1) 2
H Z —, miR-203b i iF 5 MyoD 3'UTR # 5 %1 45
A BEANH] MyoD K H R I R0E,  Hi] syl
PN

MiR-29 MiR-29 & —FfEF ik NI 7 ERIA R
miRNA, I8 JE % 2 A8 72 B4 2 SR A i3k UL 43 4
W5t 28, miR-29 i#id YY1/Rybp/Ezh2 FiI TGF-B-Smad3
3 % SR 18 T LY 1 23 Ak A ) £F 4k 4L fk. YY1/
Rybp/Ezh2 & B % WA= B (1) S0 159, e AR Ik
[F/E FH LLYTER miR-29 FHILAR IR MESE R 2 . TGF-B
E51F C2C12 HAb AN £F 4E 20 i, [A) I il
i 4% i) miR-29 # fil LK ¥4 43 6. Smad3 {E H T
TGF-p HI R, it 5 miR-29 AHH./E F47%] MyoD
5 miR-29 B8 FHI4E, ff miR-29 KiE T, M
T A miR-29 IR IUIR L. 73 o AL A,
1L i) TGF-B 15 515 5 Smad3 5 i 2|40 gz, 5
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MiR669a 1 miR669q MiRNA 7£ L JJL A1 % 1L
A R B EEAEH, BEACK I, miR669a
F1 miR669q J8 i F ##E 7] MyoD 3'UTR [X ff MyoD
FAL TR B B A R AL AESZ RIS

FEAS R /N BB o 2 8 14O AL 40 P B T miR669q
F) 22 15 Bl 2 FI miR669a f) N 1, O AT 4H 41 ffg 75 44
Hhak A HE 2 B AR VLRI RE 98 5O 2 o B UL
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MiR-499 JLER B [ A2 O JUUFA B 8% L 40 P 1) =
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3.3 5MyoD#tHXcircRNATEB #8404 & T HI1EA
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miR-206 A i 1 MyoD-miR-206-Twist- 1 3k B L4 4344 [59-60]

miR-203b T FLHEE M MyoD 3'UTRIX #ifi|MyoD ) 3£ 1 [61]

miR-29 i TGF-p¥Smad3 % SRz Y, HmiR-2988 7454, SHMyoD [62-63]
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