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Abstract By sorting out and analyzing the literature on the relevant mechanism studies of massage in the
treatment of skeletal muscle fibrosis in the recent ten years, massage directly affects the remodeling of extra-
cellular matrix and the activation of myofibroblasts, the secretion and synthesis of extracellular matrix, adjusts the
ratios of MMPs/TIMPs, and the degradation of extracellular matrix, in addition, massage regulates the expressions
of cytokines and growth factors, decreases the synthesis of extracellular matrix, which could provide the thinking

for basic study and clinical treatment of massage in the treatment of skeletal muscle fibrosis.
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BB LA A B8 8 2 7 AR KT (A JUL A i
A 4 FL 38 S5 4, 3 S B RE R AS H B ks
BIRE ST Hor g ma LN e A A 1 32 RS 2 AT
i A S U A= - | R
(extracellular matrix,ECM) % it AR B oA%s
FE, I R SRR o, AL PR B DA S 2R 4
B ) T B B UL Th B RS Bl RIS SRR A LA
o, e T LR fE A oAb, A 4Eqb g
T WUR AR A5 1 5 B, 2 R AR IR . B
BELAF 44k 2 TR M0 358 VLR 240 1
()9 BRASFAE , B A1 I PR A8 1) 2= 22590 75 hr B
(Suramin) A& VP H (Losartan) 267, {H 47 46 24
VAR T A4t — 0 R R B RS L )
R V& A 19 20 B, i BEE & — AT
BRI . peAh I b H B Al P 4 4E 1k
T8 IT 25 4 B 1R BH W % 4k AR K R B, (trans -
forming growth factor-betal, TGF-8) 7] B¢ /&
ANTTEL , AR TGF-B, X T 5 2 2 21y 4 1 fl 4z
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. WU G, 448 5 A A% S B AR
P fr JF 5 T AN AL i B 2 1 DA & i 1 SR B 46
A T RGE i B ECMY ) 1l B ECM Ay s AL 4 it
SIACPRAE T A E MRS, IR R M A LA 4T
TCHENS L EOM AN R 4 4R 43t 52 B i B HE 42
Ty HL b e e 421 9 3E T 4R i D g, 4m g 42
P 24 B A S A HLARAS 5, LU 5 40 M 38 5 A7
T TR, T 4ERF A 2R T g, (1
ECM A B 1 25 5 g A 35 2K 485 , 328 B ECM R 4 1) it
ERER, L RKRIEE A, &7 & a ik L4 4
B A B W] A N IR A AR R R R
F AL SRR e SRR IR B R R
75 BH J5T R 2 ECM Hh 1 32 B2 A5 W 20 A, e A T4 it
RFAESE . HoAth ECM 4 43, 2 36 R B a4 i
B, 78 2 ECOM 0 1 2 [8) AR 2%, RAIN 5 1% 0 2%
DL K 4 ECM 3% 42 21 41 i A1 40 it 71 25 18] P 1 vl 9 P
4302,

1.2 REEZER [HKREEAZKREEAME
SRS, AFAE T LT 4 J&] 6 JUL P 6 LR AN L
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COLTA2 5 R 73 53 2 A% AT 5 2% o1 C T DEEAN— 2% M
2CT DEEH AL R =5k . T BB 5 8] 1 HH
R AEGE R G R, (R IR AE AR KA BE B T LA K
H H B A E AR AS Cn L5 4% 5008 B0 1 98
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g3 Can T AU iR 8 N5 20D B 328 SR A i L
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A4 1) 58 A 24 A8 T 1 22 P AR K R R ECM R 5
RS RICR, A EEA R E S T AL
S EE L BRBE , DA 3 20 B 16 5 RO A% DL % 45 4% 2
Rt — 0P 5k, BAR AR A w1, (2 SR
ANZ g, TR B 2 R ELA R E K&
B IR LET- 24 & Bl 7k AT R SR AL 2R A . TGR-8
I % 2 2R R I A ) G o S R AT ik A R AT 4 4
i e AL RS T 24 4 it =% TR Ry e Aol L 4T 4 4
FfL B WS 4 R S BE 8 7 AR K S BA ) 41 Jf 5 Joi
AR E R ECM, B B E =N FH R
HREMSHFEAN RN EIER, SHABK
ECM AI41 1 24t ff 55 % 1% 432, L 3 5 ECM ¥ B 1 %) I
O A RO, [ RS R R A R IE &
TEAN[F) 28 B 18] 5 5 WL RS 4T 24 200 o w44 1Y) S I 2R
2 =" a i WLEh E B (a—smooth muscle
actin, a—SMA) 42 UL i £F 4 41 B 3% 16 1 25 22 48 A5
Z 1, a-SMA 1Rk %2 TGF-B, IR i3E , TGF-B, 1)
SO AE FH 22 B8 5 » a—SMA P 2 1A £ R0 B b 0
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T TR B, HE 2= 0] 950 WL RS 2T 4 240 i 1 2 o
i T 5% SN T T ULAT 4 Ak S B
Y, SRR T R ZH A B, A S A OK R 454 4 15 AR L
FUYEHED RS VEAE, MO R AT R WL R
IR T B, UL 4/ 1 i 21 4 11 AR 49 B B 2 3
K WUESCA 4 41 At £ B 2 sl 2b> , 98 T2 R R LS4
SN M B RG22 o HE SR D LR A 4 40 B 1
o 15 BR R NE G L A F 2 A0 B RS HE AT HE SR
I7 5 A1 B 2 b A HE i EHAS I 40 A 70 2 & 2 34 A A
FEE el e, L HE 52 20 A A AR 2 R WL o~ SMA B 4 2
Rk . ZHAO SV R BT+ 4% BE T V2 0 A A5 Bh )
B EAT 90, 7T B 5 PR A - SMA PH P R IA 2, I
AN R LET 4E R B B T o JTANG 22075 W0
R 34T 4205 T T, Y8 9T 2 o—SMA Rk Al &
TV RAE Y N . R, v P A HE S RE L it
B A% UE S ANGE AR
3 HEFIOMMPS/TIMPs I E BTDMBRINE
RBVFEAR

HR 4B E AN matrix metal loproteinases,
MMPs) At — P 43 WA 28 8 1 9 , 76 JL-F- B 4R 4R
Z S5 AL R A R fRAE B . SR, AR R
A AE N I B PR A 2 B B 2 BRARRAE B A
UG IR L JE VA B AE T AR 4ELN . MMPs (1)
PR 2 L A R AR B AL L R (tissue
inhibitors of metalloproteinases, TIMPs) i
i, TIMPs 43 4 ff, TIMP-1 & TIMP-4, ‘& {1 #8 7 &
B RIE , o LA B R MMPs . BT S
A E TR T A R A i A B A 2 A DL
S AR e S 5 M IR R B A Ok, i
1149 5 AR B e B A R 1 o R AR 5 MMPs
A TIMPs ()P4l 0. 98 RE 4 M 388 ik 7= A6 1 1
MMPs 1 41 ffg R+ BX & 4k DR R 42 JE 2 4 1k 1
T o MMPT PR 2R IA B A A2 bl 4 B - fie i 4 B A
FH 20, I HL AT Bl ik 78 45345 5047 B fg 1 ATl
T JiR ok 75 Bh 4 A H A i e Y . P2 5
B 5 s A F AR B B OC, g sz =
B P PR TR T R TIMP-2 1 75

7 3 s A S i = e 1K L A
R HE SR T H SRR AR B, VR 97 4K R B
WV 2 51 5 55, 1 iR 41 4 A B iRk 2D, ECM AR 1Y
WD SO E AL IR Y I AR LN A R
X HR A SR H A I, 45 T HESEIE T Ja R R
JILMMP—1 )45 1 AZ B 4% B2 (messenger RNA, mRNA)
FVER (1 KF K MMP-1/TIMP-1 () Ee Al W B4R v, H.
BEA% TIMP-1 (36 Ko ZHAO S5 FL T+ 4 JBE
JTAE X BP0 S A B AT T 100, ] DL % B4

53 51 32 ) MMP—1 223K B AT TIMP-1 Rk ¥ n . 4%
AT HE BRI AT A RO R LB S AT
HeALFE R, HAE 0T B8 5 0 5 MMP—-1 A1 TIMP-1 2
(] PP 1 A K

4 H=2RDYHRERSFANEKESOERX, &5/D
BIRYIMNEROEHN

B B LET- 2 A o R LET 4 20 P 2 3o 22 P 4
A i R, He S — R AR IR T R AE K R
5%, A 4% TGF- B, CTGF. WL P A= K 40 1] &
(myostatin, MSTN) « H 4l fili /& 6 (interleukin 6,
IL-6) JESEFAEK T 1 (insulin-like growth
factor 1 ,TGF— T )AIHH I Bl £F 4 40 i A= K A+
(basic fibroblast growth factor, bFGF)%%,

4.1 HEZFEHTEF-B,MIFIE  TCF-8, 4 TGF-BiE
FIRR L, e — R 2 e M R 7, 2 4 4E A i =
IR K ", TCF-B, /& fe A %A e 5 3 1)
I8 21 2 A0 200 i R 7177, 70 g gk 2H 2R 4T 4 b g AR
B EEAEH™. TCF-8, Al M Lk £F 45 40 i,
Ik R T 7R e SR AR 2 4 A 3 5, 56 2T 4 10 Uk
JRALUE R . AN, TGF-B 13 5 30 B% 1 B0 16
MMPs ) 2 325 ik /0> , 117 TIMPs fY 2 iA 34 in , 5 3 EC
AN 7E 28 3 Smad fK M AS 5 @ S T, TGF-8
e A4 F TGF-B, BY 2 Ak 25 & )5 » F0 55 - W e 1k TGF-
TGF-B, B 32 4, # i 4 11 T 2 52 4 ff Smad2 Al
Smad3 % fR b , B B2 1k 1 Smad2 F1 Smad3 ¥ i
Smad4 , X N8 H 2 AR IEE N A A B0E  sk A
T, SRR 1 Rk, ARG AR 4E B B (1 L CTGF
FIET 5 B B BOHE P #0150, TGF-B,/Smads
5B ST gib  FEh B R A
F®™ . 7E Ak Smad 4 #1115 5 38 #% 7, TGR-B, AT LA
A LR 2> A 3T 305 MAPK 2 54 5, e A S 837
55 307 10 % LAF 44650 BR4h, TGR-B, 15 T
Tt I R 2 o 28 L 3 4 A g UL T A A o i
HE ECM A R RN 2H 2R A7 b0,

6 HE e B HE T R TS R L 2R 4
BRI, o o 30 A R P 0 Sk 4%, B 5 R &R )T
(PRI 40 b 3, TGR-B, IR I B35 L. x4
USSR DU Sk LA A, 2R 1
15,19 K, $ BE 4 TGF-B, & Z K T H AR K 2 4H .
ZHAO 250 T F A+ 42 BB 977 v mT PRI TGF -, I 4R
FI A mRNA R IA o R RE TR H ML A
e 2 TR B UL B BE LR O A Y, R BT
R TGR-B /KPR B m T2 A R . 4
R, ST TGR-B, B Ik, 0 B E0E , AT
e 5 B % L9 B A Y B A K
4.2 EZHNHICTGF IFTIE LaHSA KR T
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(connective tissue growth factor,CTGF/CCN2)
S — PR LT 4EAL IR 5, P  a3 s £1 44 40 i 4 B A
ECM 4= ™Y, 5 TGF-B, B A 1 25 4E 1k B [F] 1F
FAR . CTGF (13 fE R I8 75 ST B R I 4F 4 3%
e E, D R0 B R - SMA 1 38 e
7 FJ CCN2 45 53 1tk P14 (FG-3019 BY pamrev]umab)
AL CON2 15 546 &, i B LR 446 (H
BH T TGF-B 15 T S AR BRANEM A IR 4 K5
{21 3% 5 H B CTGF /K °F , 3% 46 45 SR 3% 9] CTGF/
CON2 AN %2 Z: i 28 3L s FHHH AL YE TGF-B1E 5%
PSR

OHE AR 52 N 1 BRIR VR R A R LA
MERIAE R K ea s H A KK T 1
(connective tissue growth factor,CTGF-1)3
KRS . HE Gt BoR, 5RO A A B, F
TRIRIT AR AR VAR 4 OB A I BB R, R
i R TE S Z 4 . Western—Blot &5
BN TVERIG 9T 4 CTGF-1 48 b5 & 5 % T 1 AU X
MRZH . XSSl SR g, RILHEEAE A T
45 WL & B, AT RE 38 i ek /b TGF-B,/CTGF 1) &
I VLR T 2 401 P 386 B, M T 4% 1) 4T 440 1)
R o ZHAO S5 A+ 45 BE 7 VA R B 4455 3 )
BB AT 00, AT DA 35 a2 98 0 40 i 1 92 32 A
R A 4t & &, I ol LR 4E 0 HE A, 5 PR AR
CTGF WIZRIAH K. LA EWF AR B, HE S ] BRAK &
B L5493 5 JRE DR 77K ~F, 38 ] 52 0 B i JUL 2T 4
&, 5T CTGF R IA Z PIAH K
4.3 EEHIH MyostatinF0 IL-6 By FIX  MSTN
R K /AR 8 (growth differentiation
factor 8,GDF-8) & —F 4 #t) b 55 s & AH K1)
TGF-B 8 Z e B i, 72 & B UL 2 iR R e itk Rk
SN AEK R E 1 3 25707555 . MSIN7E
A4 B0 RS 24 4 i 166 5 5 5 - 3L A0 A 9 LR AT
HEZ0 A, H B TGR-B, A ™ s b Ak, MSTN i 5 3
W5 RS2 AR S &R LB 2R 45 & fE AR N i T 4
Y0 B G HE . MSTN Jik [R5 40 f &0 L 5t AH G B
[ B J& 2 A al (protein type [ collagen
alpha 1,COLIAL) A7 {EAH H.1E H] , F# AR COL1AL )
&35 0] 404 & B L PTSK-AKT 1A% B 44 38 2% 1 %
P, AT 0041 24 i L T2 2 4 P 84 UL B 7
R TL-6 J& —Ff 22 R0CPE 40 i B8 7 e LR RR L
by 2H SRR 7= AR, DA A= B AR A, dn s gL A
PG AR BRSNS B IL-6 /K7, HoAE
M HEAXE N, G 1% 5 B e R
e L, TL-6 15 5 4% 3 0T DLl (g gk 18 P %
PREE I ST R AT 5 B B LA FL A 2 23 R R (R 4 4

fhigAE™, 1L-6 A LB Grem] in—1(—Fh HAG 2
214 Ak A FH 1 BMP 01 571D 42 33E N B R7 41 4 40 i
R R AR 1 3R, RE S 38 9 TGF-B 15 5 M k™

W i 2R A UL A F /D fa bR AR VE T
T G 2 1 e 405 B A, R B 5 4 32 UL A
GDF-8 5 F-JUL2h & (A $i Ar B & PR AR, TL-6 & &= AH
b AR A B R . o N BRI AT
T G 2 e 45 4 S ML A 3, A AR 2 RN R vk
GDF-8 .1 % {.—smad2 (phosphorylated—-smad2, p-
Smad2) & [ % %  p-Smad2/Smad2/3 ¥ 7K B AR
TR T R R L KPR TR, Rtk
HE 52 AT BE 38 o #1) GDE-8 A1 HAH 65 5@ 1% HL A
W 1L-6 e 35 515 T 1L 2 20 SR 44, (2 3R L
AR, BRI TEHIGER.
4.4 HEZVHTS IGF-1 FIbFGF AUFRIE  FEJR &k
DU & #5385 52 A K TR 7 1 4% . TGF- 1 Thig
R S S50 T2 L 00 i T R P A, UL A 2 2D L P
RSB N . TGF-T 15 S 4% T (10 92 8 ik >
p—Akt Al Smad3 Z [A] ) #H H.AFE FH , iX f8 14 Smad3 (1)
fift B8 e HotZ By 6r, 91 3 B TGF-B, 15 T 1% 5 1 45 4
b 38 I . B M K AT 4 40 B A K TR T (Basic
fibroblast growth factor,bFGF) LR ak 4] 4t 40
il A K A F 2 (fibroblast growth factor-2,
FGF-2) , & R £ 4k 41 i 2E K IR 2R A R e v i) —
o FGF-2 43 WA B T B Ji 2 1% A 75 TGF-8
B LA H FD L i T AR JR &S 1, Col lal
mRNA ik )ik # AR KRR BE B2 dd i FGE-2 A
CTGF ) H 4 W R IE S WP, ) 55 S &
BT F RSP G40, T T80 97 A
L bFGEIGF- T BK EE3s T B Fkd . &
YR IT A I B DY Sk WL 4% 5 TGF-1 F1 bFGF [ 5%
KR TE IR SR 7 R IHE EE AL > [ SRR R AL, i
Ji 14221 K I EH SR UK & 2H > 1R 97 41 4% BE 20 Fn A A
AU, DR B HE S AE B 5 AT U8 TGF-1 Al bFGF
(R 1k , 45457 W 9 R I TGE—1 A1 bFGF 314 , L i3k &
BV A8 =9 4P dith, HRM P T
HFE,
S e

H LA GE b — Rl OR AEEA R 24 R 1)
R R, 5 WUE FRA R A B . 4F
Ak BEIR TV e T T 0 o R B R ) 4
Ro EF BT T RERMEZIRIT BB
YAV B AR SSHLR B 978 B9 SCiik . 2 0 BT A B R
AF 70 E B 2 T 6T HESE T T LR AR 4R AL i
A5y 12 53 980 ECM 13 FE AR, a3k 1T
P> AT YEAG T BRI T o 4 S RE 8> ECM A A&
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SRR FR) BT 4 A 40 B 1) 234K 932D ECM = 22 R 4
I i J5 o 021 3 2 & R, I 5 MMPs/
TIMPs 22 8] f) ~F~ 1 , 389 i x5 BECM ¥ B i , 3& RE X
TGF-B,~CTGFmyostatin. IGF-1 Al bFGF & i3t 47 /3

T

=, RN BCM ) B, a1 DA s A5 v /b 21 24

B A o R 1T HE SR B B ILET AL )5 1 AL
18 7 Ty e A2 15 19 DL SGE 2 — A 7 B ORTE R A
Ao BEAh, B RRALET LA AN ST B BRI
FEVIMK. RIS FEYIZ 50 18 &I
2T UEAG I TT 45 AT AR L T DASE S22 75 AT DA fe it ¢
RE [0 A7 3 7 T A Je o VAR 0 2 B30 e 21 4k Ak I {12
T R JULFR A 2 R OR 75 ORI 1 il AL
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