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AR BT RARA b 2o 8 5 e TR 5 5 B8 465 e 791 400 o
MSTN IRE, K BLAT 3 g B LB i, IR0 B LA 2640 , X
Tt A B G AE™ (HU  MSTN X425 UL A L
eV AR S AE SRR A5 DL IE , 76 A BB LB
A b2 OB PRI, 38 B FE PN S e i, AR SOxt
HHRLH MSTN BVEFHZEST T RG4S, SR A H LA O
PRI I TR Y T AR 1 B R M 255

1 AAAERIHI RS S

McPherron 25 1"“7E 1997 47 H i TGF-B 48 5 1 (1 <1 [X.
Wt T —XF5 149, FH PCR 7 ik 3Gt —A~24 280bp A 8™
W, FZ 7 AR e i 18 /S BB B UL cDNA SCPE 15351 —
A~ cDNA JF41] . 43 H7 % B13% cDNA 1 B A7 — >R i AE
(open reading frame, ORF), H:4ifth 376 N IEMR , 2R
ENERSEEHE T 8( growth and differentiation factor-8,
GDF-8) . Fifi 5okt 2 (i iF 9% A 51 e T GDF-8 5 [H, &
I GDF-8 (A7 i ILAE R BA MG, 2k AT IEE
a4 FWLA A KNI (Myostatin, MSTN)"™,

MSTN FEA/EFRIUPRE A HADH L Pl D ER
Ik BRI R G R I AE R . MSTN BE[H
42K 6.7kb, 1 3 AAMNE T 2 AN I8 B T4, FEAS [ B H R
rh B AR A AR . MSTN J2& TGF-P #E 5  (1 — > H7 ik
G, 5 AN G B 1A ARG 08 R (e 45% ), (L5
TGF-B # Z A HA R 51 —FF , MSTN i A R4 2 11 il =
HBATLL AL : N w5 5 4K, NS S RN C st ik . NaifE 5
JIRAT LA |5 MSTN 28 111 LA B 43 W iy 202 B A, 1 TN
Ui FiT 3 AR MSTN 2 [ AR 1B AR S , MSTN 45 14
FE MR 38 H AL TG AR, {H 42 J8 B 1l AT L D)4 N B iy
S fd MSTN 25 0T . MSTN A ;8 28 4 PR YROK i
YEFAREIE LS MSTN 2 15 55— UOUK i R N i {5 5
JFA 58 ORI BCEAT 5 2RSS B Re 10 C o Fr B, /K S
Jei TSR R RIORUR S 422 9 C s — B ARA3R AL 8 20 4h
B RO TRIERES SEENRNETESEEET 1Y)
FEN AT SEIRR , A P24 B 109 AN SEBRZH R EAMS TN &
1L BT S AR RS DI 5 B L aE™

2 AERMH RN BRNEEER
2.1 WUAA KA 3 nT i wr s L

i U 28 S M5 A B, JUL P A A A 3R A L
LT R B B RIS . XA A A BRI, LA 2R
KMF RS S T AR T RIS 5 HIREH .
WFTE A I, 5 B A /N B L LD AR A i 28 JE TR R /)
S B Lo A 5 e, ELLPA ot A9 4 2 th L
LPAENE R AN LEG DAY o FREBR MSTN JE [N 5[ - UL

BEINIX — IR AEEPEFIHENE S P ARRE LSS 2™, Ab,
T o B DR B MSTN 4545 25 11 68 55 5 MSTN &
A SR fin B LT Y, O HLR BRI 2N B B LS 6
B R LA R A S S0, iR AR LI R, X e
YRR, WUA A= KA R e B UK & il R b k4%
TE BRI ER .

MSTN X LD BT ik P 5 I 2 55 A 110, 2 22 51 5 S ) g
A A AR MSTNBR T TERRIG K B B BORFEE R, ik
REVATE RUAE S B A I UBT i . A L 25 T MSTN PR sl
S A N B TLIA) A= A 2R, R Bk 2 ik LA
S e B T UL S Ry, iR B A0 X
SRR R WU AR 2RI LALE S IR IR & 1 B B
BB B R AR, I B2 0 2 5 e LT A HE DR s A ok
LERERER: 3/ I0ie=

] MSTN 2y B e - i L5 k184 i 3X — R ATE Wl
WD A SF S P T ARES T A — ] MSTN A [
T NI N O RARIED, e AR i%/NZ B 5
WILA o 81 7 T R B, b i) MSTN B[Rl vh Ay — A9
MR B BUMSTN L mRNA & AR Y £z , DASUR I
AFIMSTN 1. ol o, /NZ 4 2 AT IR PR e, L
PR A ] S O FLSR it R s SR T L A
KA AL AL RIS RS 5 HAR Y R
YEHL.

2.2 JLPAE KA SRR E LT 4 Al

UTIARTFERIT, bR 1 Al 981 B LB JULPA) AR A
AT LA S LT A A 0 FE O R B LT 4R B
% LT A AL 2 A5 WUE FRAS BLAE 7L N 1 6 UAS R R A
PRI T ERHEZ — . TEIXLSER b, WL 4EE A2 PRI 2R
IEELEAERTT | BSET RN T 7 AR i A0 I/ BE 5T (extracel-
lular matrix, ECM)ULEUZ . AHHSPIL R (A RS S8
JULET 415 B A0 055 LA S AR RLAN N 5325, WLET 2 F AR
WD FE ML, T A A0 RIS A T A T Y
BT LR A AN 5T, I PR G 500 B0 IR T R AR PR T
ORI, TEAR PELA B, B 18 S R TR o TS ALY
JSCET A 240 L 24K 5 44 LR 0 40 L A/ T 3 5 R A
FICRL T — AT A FRAEZE 1 R, BRI 1
T E BB LA AL AT A AT MR TS R A R
I E 2R

JUUPA) A 2R, 2 LD A= R P TR 90 3 6 L RPN B
PREBIFSE A B2, B AT LA T 4 240 MY Py s 5 A
MIHMIE BT RIS . DFFE R, WUBLET 4R 20l 731 e
PENLPILE KA 2, 3 1 ActRIB 32 K1% T35 . X —1d 7%
FIIH A TGF-B ZE A —FEIE 1L 0E Smad {553 1, A
FEIR p38 MAPK ,PI3K/Akt/mTOR {5553l [ 3875 , Sfe i 4
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JICET 248 A B P 3 AT A R R A 5 | Ak R B T UL
P AN RERZ LB 24 B AR v MISTIN i /N B 87 A 78/ N R
FEAS SO PR A TR ARG, 1) HLEF AL TR AT /NS
JULPR A A ] 2 e R G S 0 UL PR A A0 o) 25 i K
X MDX /N FREATIRYT , WL £ 4E AL 1 AL B B/ beY, ixX
e 2B PEATAS HRE T b R PR AR A S R (R R 50T
WEEEN T BB WL Akl /b, FRBH LR A= Rl 22 nT LAY
BT 4EfL

23 UARA A 2R A5 U i A=

WL A= AN 2 BR T IR B A5 LA LE KA iR RS 4
ReWIE . BAR A MSTN £ ZAE/E T H A LA, (HAEXS
AR 9Tt & B MSTN BIAEFE , B RIS DT 40 it
AT SR M FHEY, L C3HI0T (1/2) AR R B £ fig
YA R DA K 3T3-L1 AR R AR 5 4 A 28 5 FH T LA AE
KA Z T AR T A MBS 58 5 A AR TR 5 . TSR SR LIA
A KA R AT RESAS CIHIOT 172 41 28 w9 1 A i i
G2y i o (S e G PAIE I RE N I e o g T I
AR A 2 N 3T3-L1 A g 7 40 i 25 1 sl 1y 4 e
A,

SR, UL AL Z (9 I s 2t B>t B JULIR AN T T4 i 1)
Ak, Hoar e FE IR 5 T4 it (adipose-derived stem cells, AD-
SCs) A KL T i) (muscle satellite cells, MSCs) , 3 H. %
FHB AT B AL E ST, Deng S5 5 1IE B MSTN 11l
JUL T 2L 244 6 ) s 7 T S 0 T AS A2 i U7 T A i, SR
MSTN 7E3X P Ff 24t it 21 7Y Hp ] 45 18 i Az A i AS TRl ALl 1 A
PRI 3 S Ak A T 1A 18 B W) 840G 37 1R -y (peroxisome  pro-
liferators-activated receptors, PPARy)FlL531k A F (myo-
genic differentiation, MyoD)J& iz i FlAILPA 41 B A ad 72 h
SZR IR IR B PR A B S M F- . PPARYy J& PPARs K%
T AT R & — TR S D i 05 T S 17 0 75 2 5z P
F. HHECH L, £ PPARy R IS OL T | 35K & LAt AT fo
AT LA 08 D58 1 i s IR -1, ZEATLIATZH 2, MSTN U
AT MyoD , i 3 T 18 MyoD Sk I8 15 JUL T A2 241 e it 145 58 LA
T BH 1E VLA AL 1) LA R AR . e RSN SR B0 3R B il it
MSTN Xf MSCs fl ADSCs #4755 , I X PIRR A L} PPARy
F MyoD ) mRNA 323k .25 /K- LA K CpG & H b K T3k
17504, 45 R AENB T JE B DA ) MSTN 43 I BR3E H , [H y
MSTN i7% 5 PPARy il MyoD f 351 ADSCs HA TE i
ifRE ST o HH I Hb , £ MSCs H', MSTN #i il PPARy 1 MyoD
A, AR AR T . i AN , MSTN 7E 342 MSCs
F1 ADSCs BUR 43 fb H BAG AN [ A/ AT R 23 i 22 S 9 4
PPARy Fll MyoD HSZHL AR,

2.4 LA F 0 a s L Re R Gl Rz shRE )

VR S ZE AT R R T LA A KA R A
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M B % LR S A, 1T FLGH - UV LA R ILET 4k 25 R el
ASAT —E MVE R o AFSE B PR A R A ) 25 ARt /) Bk
KAPWLLA K H g L T a Y LET 4 5 20 i 1 b 7Y
JULET 2 5 k16 22, 3 RT RE A2 DRk JL PR A R A i) 2% dsi B i AL
20 Jifs 35 5 [K F- 2C (myocyte enhancer factor 2¢c, MEF2C) /Y
[Fi) FsF 184 i My oD f 22k B . 5 A 51 1)1 i L2 F A
AAEX L A, B LR SRS B B 1 58 S it 1) i
PIFRAK 12 s B2 i R AR DL BE T i RERG N, I FLR 5 0
55 E B LA AR AT SR AU TR [ B IR R S TR A

TEWUA A KA ZE S A TE L0 T, R 21 BB LA
SR 43 FHLEI AT BESE LA AR KM 575 PPAR #5775 11
55 0 B AR, i T WLP A= KA 2 i i, AT 3
FE VAL 2SR A, SRR FERFAE /N R
FA B SRR B A WL L B B R R A
KALEY PPAR B/S, PPARw LA B PPARY ) mRNA # ik 7K
1235 M ICIE 2 MILIA A K Bkl 28 i/ B, A 258 2ot
e B TR 5 VAR i UL UL R A R A o) 28 5 2 3K 1 A B AR
/B, BB H £ VS B GEY 57 ik — B4, IF ELEE H AL
PPAR mRNA 7K -F 28 A5 780/ N UL R AR LA A o TR,
BEA AT LA PPAR  mRNA 7K - [ 51 L1 B AR 780/ IS BRI A UL
BRSPS, R, 3 SRS BH 4 JUIL PR 2 K il 38
AR B LR AR AR, X — R R LET 2 5 R AE 1k
JEoRH i A RS TE T PPAR {553 i R FEVE ™, Bz,
LR A R Ak 22 008 T L s A SR A RE I P 5 e
FEREFZ M LA S AILA F1 o, BV S SR B LG 1 0t
51t 1 Z A B P

3 AERKMEEIERNE

B AUUAT LA W A2 A BRI RIS R O, 328287 A
— SIS AL AR 2538 N, B A By BEAS 47 i 1 15
SR IE SR TR o PRI, WL 2240 55 B UL e Al
RS BANE , R RUE U T GE 2 1% w08 b X A5
EE U R R, 1 H S EE IR EIR Y HATA
DAL LD A R 37 i L2240 v BT A
X B A AL 42 ) L O R SR UE I o TR B 22 1) F
FERWY, AHULIA) A A ] 22 AT LS B i LR, PR e L
PR A A 28 2 A IR ST B LA S (8 A R A
3.0 LA A AR =R T LA R PR

AR AR S A B UL P DA RE 7 5 DR BT, B
BACT I E R R SIILIA R AT RE AT T LA I
SEWLPRA TP AT AR, T il LA A A 3R D
AT A TBLZ — o WFERM AR R PR T
JILPA A A A 2R AT P AR A 18 95 P A 2 P B gy, LAY i 5
L3 AP ULPY A R 3R A R LR A, E AR,
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AR S LA 2% AT BBV I 25 5 i i %, FLMLA 18
KW FIFEAEEAE K R A, UA A K6 mRNA K EH
AP BT . XS R A KINH E S 5 T4
WA LA 25 45 00 T LGS S AR /N R B 42 21
AN BEAENE o FLEA AL PR A R ) 3% BB iR
JULPA) A A1 ] 2 o N R 8 38 AL R A= A 30 ) 2 40 i 590 T
PASE UL IR 5, 5 FLA R e LA A4 BE ) Bk 2 LAY
DIREM IR , 3 A 0 LA A A 33697 WL IS D e
AL T FSARIE S, M ETE AT Z R BEWHD LA AL K
JR I ARE Y Jr ik W MSTN LR FER \MSTN th i 1
B AVV8 A5 A9 MSTN HF R, LA K MSTN i s o il
$) 1gG-Fo LT {22 23 1Y 24 B2 BH T 7 ik 45 X 2 5 A
IR WWE J5 T HLAT T W N RS

3.2 PHRIUUA AR iRy T AL v DU

Duchenne %4 JJL 5 37 R~ K JiE (Duchenne muscular dystro-
phy, DMD) 5 LA/ REAN TR, J2: f TP ZE 40 2 1 58 A8 1
S PR AT B2 R R — X, X
Hitr e ZRsak. Wk, VLA RS A oT LAGR R AL
B RV LA N B0 8 SRR 0K UL RS A
JI (18 398 0 30 3 75 7 B 76 40 2 SELT AL P A R B i 2 A
S AESLAN MRS AT | A LA 3 5 P A ) [ et 8 4
MBS HL ) LTI 2R KT B L 1A ILET 4 B0t /™ i
ActR T B MSTN 115 3R U 5244, 46 Mdx /)N BR 1 R 486
# ActR T B i #1728 78 14 (dnActR T B) 40895 25 BELIGT L P
A R RS e 3G T S UL ) B B AT R DT
i T LA IR RS A R R,

PO, LR e RS FRA RAE P EAR A, 7R AR A
g, i MDX /IR, /E 24 Duchenne 1 Becker JLE 37 A8 A
Y AE LA A K 2R B B I KA LA A KA i 2R A
TEULF , & B MSTN B i1 MDX /)N L5 MDX [f] 5 41 % #H
L, FR I LPR o s 14, AR L 20 H BRET 44k, BT T
FEF W, WU A KA 28 0T AR Y WUE R RS vl 7 4
A 35 , 3 3 Smad Fl MAPK {555 55 A 2T 24 201 it 7
oo FETEEM Mdx /MR A, 3833 ActR 1T B.mFe 25 P21 i
JULPA) AR A 28 1T LS 2 i i LB ET e A i U 1 o B, 9
AL B LR AR X — B BN A F R LS 57
A BLIE [ L L oA AT I & 367 X S0 BT I
B2 A LA A A 2 T RE IR T AILE R A RAE S
WAL 19— MR AT AIETT 75
3.3 AR AR R 2R AT A s T 1 UL A 3 5%

B T WURER AT B0 , FLAh et 1 JUL PR 7 2% A G
WIEEAE SN bk BEL S g A 0 7 3 45 v] B
5GP A A 2 A AR Y, T 4 S ST 17 e ] )
J=¥ 3 N e 8 1 vl I = 9B K ¢

X S5k AL 158 2 AR S A St 3 a4 o AL A A A
WKL HRRER A WA BPE T . Bilan, et i
JipgE /N B R FH 2 B2 5 BB ActR 11 B J3E M i LT AL
PILERAM I ZR A5, A8 T LR i HAE R T
R /0N B A A R 18] 3 X AR i 2 Y A R o
B BIOFTERT, JeIe Rl o 24 BTy 1 BT AL IA) A A
RO, e S 5 s L A A ) ek R RE
Xt S o3 S LA 0 2 7 A U R
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i LT A0 i 2 B R 7, AR 3 o i LR A A
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1B BRETT R o

4 NG

MSTN J& TGF-B KR H — 01, ZEAEFHAhFRIE,
X HL I RE B IE R B, MSTN EAT i B g LT i A b
8 VLT Ak A0 B8 s L B 2L GO0 B 5 T UL o
R Keiz sl 155 2 AR . ARk, e kDRl s BELU 77 1
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95 AL AL At T8 Jo s s vy LA 97 2 2 2 P LS , B
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