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x &, T, OETE, A

F 1y g2
(1. W ED LK%, BV & 712046; 2. Fdb k¥, BT 7% 710069)

w#HE, £ OB, F &, m A,

WE: BH SUDB g5 R AL AN R ER . 3% CSTBL/6) /NRUBEHL A M IEH 41, BEA4 |
WA (1.0 g/kg) FIROLNAR, o, @FIEA (0.45, 0.9, 1.8 g/kg), HE2H 10 2, BRIEWHIN, HAH/NR
I H PR 2% MR BEGREREN (DSS) @725 M G A LT A AR A | A5 2 NIRRT LA E B AR R i 259, R JRE
/N iR B/ N ARG R, A 2SS RS, /NS, Masson Ye (UG INEE I 2T JEALARIE , e ve gL (G 2%

2040 a-SMA Fll Collagen T #1535, ELISA LG IILEIAHL TL-18, TNF-a /K-, Western blot A6 45 4 240 TGF-B1
Smad2/3 fl p-Smad2/3 AL, ER  SHEMALE, RN A/NRERE, fFEFRTHE (P<0.05, P<0.01), %5
2021 Masson 3 0, FHPE X 820 (P<0.05, P<0.01), Z5m4H 4 1L-1B. TNF-a /K FFEIE (P<0.05, P<0.01),

Collagen I, TGF-B1, p-Smad2/3 2 FIKFEMR (P<0.05, P<0.01), £5i& Koo i Al G 1 4% TGF-B/Smad {551
B, WL LE I R ETIRY, RN S i 9 A A1 dE AL /N BRIFIR T AR
K. BN B RMMGE YAl ; IR TGF-B/Smad 1551

FESHES. R285.5 XHkFRER . B
doi: 10. 3969/j.issn.1001-1528. 2024. 09. 044

W 4 4k 4k 2 K 5E M W s (inflammatory bowel disease,
IBD) HY™ &I KA, T 2B REIE T 2 IR 44,
SR MY FAE I aE 2 . SRR, ik 119% Mk
kg ok BE LB dedh, HBtm s m R B FE N
LFHEALIE SO T AR ™ AR . FRT, WA EF X IBD
MR HEA G IT ik, T —Sehi R 25 W) BE 5 1BD
BE AR, B X BE 1k 5 45 4k 4k 09 K A RN kR RO
7 Bl BRI T A RHE YR AT llex rotunda Thunb.
MR B, A IR EE L ARIRRTE L il ki R
TLVE (EZ5F0) caBen s “AatmE R, B2
BB, (TPIAR RS ) hidE b 2~ 3 £,
KT 2t E k. atmER" . RELEPE
97 8GR RO I 5 O B3R T B e A I L B
TR LRI, Foh I e I8 5 2 % He R M % e R 1 3Rk
BE IR LRI K BE FONA R0 SR T
WIS R, R R SR BT 2 18T 9 A o /N R
FERATHCEME RS . SR, R IV Rl 75 08U 25 W 92 M OC 1
LA RNTERE , WSO S 030 Jo T 6 i 9 AR DG I £F 4k Ak
AN, BRITROW I R 25 i AR AT AEAL R VE T
LU Ry S £ 4EAL TR T 25 iR i 2% |
1+
1.1 %4 C57BL/6J /ML 60 R, Mtk HFifE 20~24 g,

Wi EE: 2024-03-08

XEHS. 1001-1528(2024)09-3110-05

W A28 EREE RSB 0 [ SER sl vl iks
SCXK (B¥) 2014-002], &R PEMFE 1 G T8, 1
FERBEE NIRE 22~25 °C, HXTRIE 60% ~70% , AT 4
FIT 5 S 1 3l S 9 F 5% 188 T PR A DA Bl ) S 56 = AR R
TUFNBR IRV ERE P S, 2 PG v B2 20 R 52 56 sl ) 16
PZE Gt (/R BRI ES SUCMDL20230303016) .

1.2 i RN H LB 2R R BHECE R A ],
FEA VG AE G AR R 3 AT 25 0 %5 8 R T Hlex rotunda
Thunb. TR, BB (BTG SR = 3t 250 i
ABRATE, E 25T H20030748)

1.3 XA R (dextran sodium sulfate, DSS)
(3 E MP Biomedicals A F), 525 160110) ; Masson 4% (% i
A&, /MR IL-18 ELISA U7 & . /MEL TNF-a ELISA 5]
& (EEZREEEREARAFR, 5295 G1340, SEKM-0002,
SEKM-0034) ; £ FRBGAR & (TTHgtEmE AR B0
HIRAH, $85 KGP2100); BCA E ikl & (R
Fifr A YR BB R A 7, 585 E-BC-K318-M) ; anti-a-
SMA, anti-Collagen I, Smad2/3, p-Smad2/3 (PkBHTT2E4:
YR A RN, %5 WL02510, WL008S, WL01520,
WL02305 ) ; anti-B-actin ( 38 E Engibody 2% #, % 5
AT0048) ,

1.4 ME ME204 87K (it Mettler-Toledo 23 ) ;

BHETH. ERARB#ES (82304865) ; BEFEEHEIT HIARIA LI (23]K0408) 5 BEFE B 25 KA RIS sh 4 (2022)
EERN. 2 8 (1991—), L, W, Jil, WFPRAismtkaim RioT, Tel: 18700967208, E-mail; 18792768149@ 163.com
*BEMEE. EWIE (1957—), B, i+, #&E, NI A 2525200 B X8I 25 W 0F 58, Tel: 13909259880, E-mail: wangsiw @

fmmu. edu. cn
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Mini-Protean B K X . Mini-Trans-Blot 1 %% EJ## = ChemiDoc
XRS+b2E N ARAZAL (25 H Bio-Rad A H]); #LliKRE
(75 [E Merck Millipore A ] ) ; Nikon Eclipse E100 2% i ik
i, Nikon Eclipse C1 #GRHEE ( H A Nikon 2AF])

2 Ak

2.1 Bl pARRYEE BUROAN A E R, 85108
P KRR 2 h, 27 2 Yo 6 f5 K MU F2 1 h, &
IF2 I, 4R, BT HE TERAT TR, Bk, 5%
WK EED) o B 1 g BB BRI AR AR T 3.9 g Fwb i
H:2h,

2.2 oA, #ARRLH NEEEL IER A, BRI
EMIA A (1.0 o/kg) IR BiAR, . & 7l & 4
(0.45. 0.9, 1.8 g/kg), M40 10 F. EMAUNELE K
FRK, HARA/NEGESERM 2% DSS 7.d, B4 [ kK 4k
LN 14 d O LAEER, EA 3 AMEIR, A3 DR
FURK IR R 7 P 52058 3 JE P AGE B 45 T AR R
B2, 4258 20 ml/kg, IEW AR H A TF5E
ERTK, SRR 8 ARG, TR E L Z AR/,
STEV/NRE T, — T 4% ZRW R EE, —Ha T
=80 CWIHMAE, T Iaseaiil,

2.3 Masson XEMN KL HARBEHLS  BHEEHHLE
JAHA R Ul R S K, SRR R I 10 min,
SRR, RN B LD M2 e g 4 8 min, BE4HER
Pty 1 min, ARG 2 min, PKEF G T 2B
BRI

2.4 FIERKFHWLEHLEL «-SMA F= Collagen I Gk
r OB KU R U B B R h TR R, B
JETA 0. 3% B9 BUEUK B P 2 B A 30 min, Bij RZHEY

IR AT 0SS e GA R, D r BN 100 pL
3% BSA W, FiREA] 30 min, FEEHR, EHHN anti-
a-SMA 1¥, anti-Collagen I —¥7, T4 C VKEEFE I, WH
PBS e i i — 40, FIREOCLHEH 60 min, ¥ IFH
DAPI Je#%, B JG THOLRMEE R LI RERZR,

2.5 ELISA 4 5 §7 28 4% IL-1B. TNF-o K F  FRHL 50

mg 25204, TV PBS thisk LR BB N AW Kk, 376
JEIMA 450 pL PBS, TS S PR IE, 4 C,
5 000 r/min 250> 10 min, 4353 Fi. KN IL-18 F
TNF-o ELISA I &K E 2=, e IR0 B A5 R 0 45 i 41
2 IL-1B Al TNF-a 7K,

2.6 Western blot % #& M| 25 #% 28 2% TGF-B1, Smad2/3. p-
Smad2/3 & @ kL R IRAE T -80 C LS HLTEIK
R, FRER 25 mg, ANA 125 pL 8 A 2400w, BB SR
ST 4 °C | 12 000 r/min Z50F T B0 15 min, 435155
W, BCA E®RJG A loading buffer, /K& 5 min 28
PR, T-20 CH7F, #2208 SDS-PAGE Bt i) & 1 1 45 i
i 8% BN, A LAEHEERXKSEEN, HIKEN
%2 PVDF X b, 5% BiAG 4R 05 &= IR A 60 min, HA
anti-TGF-B1. Smad2/3. p-Smad2/3 —HiMEHF W, 4 CH
B, WHBRBEBAZPL (1:3000) WBERT, =
HIFE 60 min, SR MMEHEE O, FAFEBNEE
0, T EME A Tmage J FAF 3045 418 A& (AL,
2.7 YitFaobr Eid SPSS 23.0 M HEATAL R, SEI R
WL (xss) FoR, Bl EFFHNT, L4108 HECR A BN E
TN, 2 ALE LECR A LSD ¥ Ty ARFERE, WIR A
ESHHEL, P<0.05 FRERBLGI¥E L,

3 £#R

3.1 BB E XM H DR —BRE, RRE
B ARG HYea LRPIRIEFA/DNREMIRSRLT, B
RANRE, BERELRE, MAERENN; SE®4H
i, BERA/NRKEZERE, BRIOLE, EHERER,
TERLES 31 R INFET:, SR AR A e T /N 4 R,
FEK DSS 5~7 d B R FR VMR I8, AR RRAR, 7658
1.3, 6, 8FBMETIERA (P<0.01); SERA A,
SR 7 4571 ek 4 T LA 0 4L 2 i ke 2 /) R ARG bR A &
FEEHR, WS MR, g/ DRI TTERR, e,
R 1 = 7 A 2 /N BRI A IR R WL AT TS, HLAESE 3 R
6 JEIE, Rodb i H | v A 20 A L LA 2N R R
THRERIA (P<0.01), WIF 1,

. S, #P<0.01; SHM L, ™ P<0.01,
B1 FENMNREREREGFEZETH (x5, n=10)

3.2 Bk AT IR KA R M A A Rk AR A e f AR
BB oe Masson JeOREMTIURN T 25 i I ST 4E L 65
e 2 Bos, IEWA/NRAE A SRS, BRI R

MEF IR A IXH; 5 IEH 4 A, BRI 2 i 21
ZIREE I R 2 R B g DX, e It 2F 4 0 BRI 4% AR
(P<0.01); SRIRIAILLER, B B 455 i 2 K U B 2
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IINERES I R SR IR AT R DTRS /> (P<0.05, P<0.01),

3.3 KL m AT X AR A L R4 TR oa-SMA
Collagen I & & £k th¥rh  RBEVOLLEREI/R, SIEHU
L, MERIZ /N BRI A 2P 1 Collagen 1 %% 5k 5 34 i
(P<0.01), 1M o-SMA % F12¢65m E LW B2k (P>

0.05), ULEHZE A 2/ NR A AR A 4k F 45 Collagen 1
IR AU 24 ¢, SRR R, Bew it @il
wH/NREE AL Collagen 1 25 96 G5E R (P<0.05,
P<0.01), «a-SMA & H 2658 5 oW w224k (P>0.05),
LI 3~4,

W BB ALK, 5IEF AR, P<0.01; SERI4E, * P<0.05, ** P<0.01,
B2 BEANMNREHTENEEILE (Masson £, x5, n=4)

B3 {BAEAMNMRLEH o-SMA EEHRIELLE (%200, xxs, n=3)

. SIERWAE, ¥ P<0.01; SHEMALE, * P<0.05, ™ P<0.01,
B4 FBHENRLRF Collagen 1 EHFRIALLE (%200, x+5, n=3)
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3.4 b B xS K AR K M A AL RE AR TL-1B Feo
TNF-a K-Fe5%em WA 5 B, SIE®E AR, #ag
INREE AL 1L-18 A TNF-a K FETFE (P<0.01); S48
RIZH ey, b nyrh w4l BRES I 40 IL-18 FH
TNF-a /KM (P<0.05, P<0.01),

W HIEFEH L, ¥ P<0.01; SEAALE, * P<0.05, ™ P<0.01,
B 5 &EANRLEHDIL-1B, TNF-a/KFELLE (¥+s, n=6)

3.5 b Bt W K AR R W A YAt R4 B 44 TGF-B/
Smad 15 5@ % a9 Hem WK 6 FR, SIEHA LK, i
H/N R 25 14U TGF-B1, p-Smad2/3 2 R ik TI &
(P<0.01) ; SmIZE LA, Ko i v 37 i 2 /)N BR 2 i 4 41
TGF-B1, p-Smad2/3 HHFRIAFEML (P<0.01), FERFLb R
AT REE AL 1T TGF-B/Smad 18 F I8 5 45 W 9 /N KU £ 4 4k
i
4 itig

G R ATAE T ER WS T W
ARG, v BEIA O B IR R AR R
PR B AR, TETR SN IR S o 32, T
SRR LA 5 R o 2O T I M M A e
K. REEA, BEWIER RS G665 E 404
L (extracellular matrix, ECM) UUFR, B ESEHRAHE
UL B BRI R 2 b, BEEE U R 4 BER R
DR HHAMZ AT B . B R . Bt R %

. SIEWAE, "P<0.01; SERIALE, = P<0.01,
BEe6 ®A/NRLEHD TGF-pl, p-Smad2/3 EARIELLE (x+s, n=3)

B RGBTSR, LR N R B 2 0 B2 7 il an &
pip s OANENE NS ONASEL Y E YRRl & AR & R A
EATHT BB RARIT S AT B 2 B Ak 1 7
VR ESL LS I RA NG £F i fb /N B R, 3 5 ) B
T 2% DSS, FlE/NEIAE R R E RAE MBS,
KIpTELTAEAL, 8 e AR X R I 3 97 45 W 8 AH 6 i £
HEARAE AT I, 25 51 S IR 10 B A IR 45 M 48 AH 6
LHEAL/INRIIBE T 3R, B /N B B 22 R AT A 465 W e R 2R
HUTH,

TGF-B W5l i) 1z BIIR T 4L K 7, 228809 TGF-
B/ Smad 3 [ T 9% 1IF 52 76 iy £F 2 Ak b & 5 0 B U
TGF-B RE S AN E 1Y TGF-B ZAKEE G, NG 40 i N
B Smad {5588, 123 Smad2/3 BRIk, BRHOEHIE B4
Mt , 5 a-SMA | Collagen I Z5 526 (A6 . #F
GERIL, IR AR/ LS it %3k TGF-B, " EUMNR
HBEE AP 44k, (H Smad3 B2 (/N BUV = Al 35 A0 i
SHLE HR L Al AP I R Smad3 Bt %
ik Smad7 AEFH 11 TGF-B/Smad 3 B 3#0i% , M 82 6145
BN ZA BT R Rk, 76 40 4 ok 40
PIZKF-BELINT TGF-B {5538 A7 B2 1 A 191 Bl v o7 s 2F 4k Ak

B SORNE . ARBFFEE R ER, BAIG/NREE W Collagen
[ HPE 5, H TGF-B1 Fl p-Smad2/3 & 358,
1M o-SMA TCH 784, BEWIEEAL /N B TCF-B/Smad 55
WS, FESRZ M Collagen 1 2K TN & M 41 4k
1k, R TG, RERRAR Collagen I, TGF-B1 } p-Smad2/
3HEFRIL, UK N BE ] TGF-B/Smad 38 #% B BT ,
T /DB E AR Collagen T ITAR,

25 FRTR, B R BER DSS i S 1/ BLEE I R A %
Taerdift, AR W R8 2 i3 0 f) TGF-B/Smad {5538 #f
B, WD Collagen 1 4RI A 3R35, ATl s £F 4i Ak
HITE AL
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LI Z= & Xt TNF-o/ INF-v % S C2C12 4 Bl 2 5 K2 A AL 43 14 9 E B

M, AR XAEE,  AmE
(1. EFEH AR, LiF201203; 2. #ERFR EEGHHF R, L 201203)

HE. B HITZEX INF-o/ INF-y %S C2C12 40 A HE LSRN PERT . 77k SRAIA KEG R AL 3% c2C12
BOULANAE, FHILZSE (10, 20, 30, 40, 50, 60 wmol/L) AbBH 24 h, CCK8 B 4N I% /), 10 ng/mL TNF-a il 10
ng/mL IFN-y 5 ILZSE (30, 50 wmol/L) FLAbEH C2C12 40AE 24 h, RT-qPCR &R R MEF T mRNA Rik, Rk
REFIAES C2C12 HMELAME, TESMESS 5 K, A TNF-o/INF-y 51025y g P40 24 h, RT-qPCR A0 A L
WAEF (MRFs) mRNA ik, RIEZCIEENENIEA, Western blot $EK PI3K/ Akt il MAPKs #HC DI RE & A
Fik, R HHMA R, WABARNMERERA T (IL-16, 1L-6), a BILHETF (cCl2~5), B BHEAT
(CCL9~11) mRNA FIKFEML (P<0.05, P<0.01); HLEAIMIEEZELGR BB, Myogenin, Myf6 mRNA KK Fl p-

PI3K, p-ERK1/2 HHRIAFE (P<0.05, P<0.01), #ig

LI 2% W3 it PE AR R L F Il o, B #41LIEF mRNA 3Rib

] TNF-o/ INF-y 55 C2C12 Mg e bR ILZS mnfe oL PE 204k, LI AT AE 5 B PI3K Ml ERK1/2 6%,
R 2R C2C12 400, 40k BfEP T BNLZME; PIBK/ Akt; MAPK

hESES. R285.5 TEIEERS. B
doi : 10. 3969/j.issn.1001-1528. 2024. 09. 045

¥ & M R AE P WL #E  ( idiopathic inflammatory
myopathies, [IM) J&— 41 57 Bk A B f 88 P 45 45 240 21
W, TG PR AR BEARAE 5 o LR . £ RN
R BPEA T IR FC A LR AN K A AR L 2 O 2
LI [RVRRAE M LG 7 RULSE 4G 5 R A iR v L e
KRG BOILA 248, BIEA FREE DhiE >
WM, RIEZ BN EAR N F LN, R5EHNTF
TNF-o BRI EZEMWNABEFENMEA FZ —, TNF-a 7F
INF-y % Bl T 88 4% 10 4 WL £F 4k 7 4= 5 361 & 3 A WL &F
YU B IR BE UL BE-3 BORE (PI3K) /FE M1 MEE B
(Akt) f558 BAE R Z RIS m A i % S0 E SR
Z—, BT AR oAk B A SR I T R,
CHOEH 2 54 80, B 5 M EED . PI3K/Akt
{5 5 0 B A BT LIR30 Ak, AR 28k BOl0s & B 3
MWL ok, F AT . MAPK &2 2L
JE A BT T B LS W — R U B K SR B R 2 Ak
Y, JCEAETYE, KW, BESEg R,
HAGR, POwdE., RS AEYEED, HiE
A AR 2 A T LS 4 A A S 9T . IR L, AR SE IR
it A TNF- 1 IFN-y 55 C2C12 40 24 A, WLEE
WS B % A G . RAMER R GA . WL B A
PI3K/Akt Fl MAPK 15 5 3@ % AH 5C 85 11 BB W A LA 19

i EHEE . 2023-05-23

XEHS. 1001-1528(2024)09-3115-05

F ( myogenic regulation factors, MRFs) ik i) 5 I,
VIR R B i LA 56 9207 1) 0F 9 42 L S 50 SE A

1 #H

L1 @mpe /NEAILAINE c2C12, PR BE 25 M o
FRA R RS AR L, BN, AT A ARKIESR
H (DMEM B35 35 5 + 10% 520 I35 + HT) B35 30
W, RERES], T 37 °CL 5% CO, THIRIE M h ISR, K
KA

1.2 45X A LA (55 512-18-3, 4l =98% )
W H R AR R AR, EA /N TNF-a, IFN-y
EH (B75 554589, 554587) WA EE BD Adl; trifEh
AW (945 AHWS87326) I B 22 E HyClone A #l;
DMEM Rk 7286 . $K3E Mg . 0.25% Trypsin-EDTA
1745 23101130, 26050070, 2186970) W [ 2 [# Gibeo 2
Al; CCK8 IXF & (155 CKO4) W H H A F{ b5 5%
JF; JCW DMSO, R4 i HAEE (155 D2650, 9048-46-
8) W H3E[E Sigma-Aldrich 24 F); & RNA $2BGLH & (5%
5 DP419) W H RARAALRHE (dbx) AKRZAH; BCA 4R
FiE i il ) & . HRP FRic £ 51 % GAPDH #iik (185
23225, 34577) W H 3E[E Thermo Fisher Scientific 23] ; PI3
kinase p85 ( 19H8 ) mAb, phospho-PI3 kinase p85
(Tyrd58) /p55 (Tyrl99) mAb, Akt mAb, p-Akt (T308)

BEE&WE. LigmAFHEARZRAELTHE (21511907700, 22ZR1473700)

EEE N

fialal (1997—), &, Wi, NFHHR BREABSIFSE . E-mail: xce51217@ 163.com

« BIEIEE . 28T (1960—), 5, Hit, TR, WFPR LIS, E-mail: jpuo@ simm. ac. cn

& R H H. 2023-07-20

P4 bk . hitp: //kns. enki. net/kems/ detail/31. 1368. R. 20230720. 1408. 002. html.
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(244F9) mAb. p38 MAPK mAb, p-p38 MAPK ( T180/
Y182) mAb, p44/42 MAPK (ERKI1/2) (137F5) mAb, p-
p44/42 MAPK (T202/Y204) (197G2) mAb (%5 42578,
42285, 9272S. 4056L. 9212, 9251L. 4695S. 4377S) I
H 2 Cell Signaling Technology 2% Fl; HRP #5 icEP R
i (185 1705046) 4 A 3E[E Bio-Rad 24 H]

2 FHiEk

2.1 C2CI2 WMif FMaes~  Ff C2C12 B4R &
A5 2 70% ~ 80% B, FEA K IHFREL, AT I 35 57 5
DU, dRmiEH s b ER 3R (DMEM = 85 57 55+ 2%
S yE+RT) FHFASE 6 d UE AL, IR 1 d B
B oS SRR B 5

2.2 iyt 4 C2C12 AL BENL 4 X IR
2, TNF-o/IFN-y 34, I A2 (30, 50 pmol/L),
BARE 3 ANE, MIBAMAEREEFERE SR 24 h; H
BN A 10 ng/mL TNF-a F1 10 ng/mL IFN-y 54 K535
FREFE 24 hy INEEYALINA S 10 ng/mL TNF-a, 10 ng/ml.
IFN-y FILZSH (30, 50 pmol/L) (2R KBS IERE 3824 h,
EHEZNAE 5 K, SAIMA &SRS 200 biE 5
R 24 h, JETUOGMENE BB S MR A AL 4n
MITEAIFHA IR,

2.3 CCK8 #msmpe® A WK c2ci2 g
ML, DAL 5x10° A5 BEHERT T 96 FLAR, RiFRid g 2 0
BE R TR e B 1 25 (0, 10, 20, 30, 40, 50, 60
wmol/L) §#F 24 h, HFFLANA 20 pl CCKS8 a7 4k 2L 8% 5%
1 h, SRABHRACT 450 nm A AR & FLE % BE (OD)
8, HEMME S, BHKE 3 NMESL.

2.4 RT-qPCR A& s WU 2 A6 30 B F A= o AL LA 40 6,
MRFs £#% B+ mRNA & ik 40f04% “2.27 W T Jrikih
B, USSR AVLAN A AL DL AN, A RZ i,
FHE RNA #EBURF S I RNA FF 30055 5715 cDNA, K60 ik,
JULANME 5 P P F mRNA 35 F4- L WUE 4 il MRFs 2% A
F mRNA &3k, LL GAPDH H N %, KA 27" ik 47 4
Hro BIF 53R IE T PrimerBank, W31, M TAY TR
(i) Befnf RAFA

2.5 Western blot ix# M 5L HLE 48 i, PI3K/ Akt A= MAPKs
5B E G K R <227 TRy R, e
FAANAE, BFLIN 100 WL 2 EE 509 SDS R R,
REWITEMMAMME S, BCA EHFEAER, 100 C
4 B VA IR 10 min 53R HAE P, 10% SDS-2R 9 4 Bk e
BERSrE HRE N, WL R NCRE L, 5% BSA =iR$
Fl1h, —9i 4 CWEIH, TBST ¥Eik, —MERBEF
1 h, TBST ¥t¥%, ECL ¥ B MY, KM Image-Pro Plus
6. 0 WAL T S KB, L GAPDH NS, HE HRE
HARXT RIS,

2.6 SuitFoM @i GraphPad 7.0 BAFHE A Bos
PL (xes) Fow, HRIEBRARERE 2007, WML
KRN ¢ K36, P<0.05 AZEREAGITFE X,
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*x1 519F5
FEH FH1(5—3")
IL-18 IE1] GCAACTGTTCCTGAACTCAACT
S 18] ATCTTTTGGGGTCCGTCAACT
IL-6 1E [ CTGCAAGAGACTTCCATCCAG
JZ 11 AGTGGTATAGACAGGTCTGTTGG
cCr2 1E ] TTAAAAACCTGGATCGGAACCAA
R I6] GCATTAGCTTCAGATTTACGGGT
CCL3 1E[i] TTCTCTGTACCATGACACTCTGC
Sl CGTGGAATCTTCCGGCTGTAG
CCL4 1E[3] TTCCTGCTGTTTCTCTTACACCT
6] CTGTCTGCCTCTTTTGGTCAG
CCL5 1E i GCTGCTTTGCCTACCTCTCC

S 11 TCGAGTGACAAACACGACTGC

CXCLY 1E A TCCTTTTGGGCATCATCTTCC
I TTTGTAGTGGATCGTGCCTCG
CXCL10 1E [ CCAAGTGCTGCCGTCATTTTC
S GGCTCGCAGGGATGATTTCAA
CXCL11 1E [ GGCTTCCTTATGTTCAAACAGGG
JZ 5] GCCGTTACTCGGGTAAATTACA
MyoD 1E [ CCACTCCGGGACATAGACTTG
S AAAAGCGCAGGTCTGGTGAG
Myf5 1E 17 AAGGCTCCTGTATCCCCTCAC
S TGACCTTCTTCAGGCGTCTAC
Myogenin 1E 1 GAGACATCCCCCTATTTCTACCA

S I GCTCAGTCCGCTCATAGCC
Myf6 1E 1 AGAGGGCTCTCCTTTGTATCC
JZ I CTGCTTTCCGACGATCTGTGG
iE 1 TGCTCGCTGTATTCTTGGTG
JZ 15 GGCTCCTTCTGTCGAGTGAC

GAPDH

3 &R

3.1 LE® C2C12 RImIE A M Ha  WE 1R,
X4 (0 pmol/L) [b#, 60 wmol/L 1L 25X C2C12
BV 3% R A MR (P<0.01), Hgt i 30, 50
pmol/L ¥R BE FH T 5 45250 .

e 5XMEA (0 pmol/L) H#, ™ P<0.01,
1 AERELZEEH C2C12 B ALAM
BAREM (x5, n=3)

3.2 WL &E® 5T TNF-o/IFN-y # 5 C2C12 M2 i X M B
T mRNA &k 69 %wm St bede, Rl s VL An i i
REF (IL-18, IL-6) . a FELHEF (CXCL9~11) FlB &
I+ (CCL2~5) mRNA Rk (P<0.05, P<0.01);
S e, W2y 4 IL-18. IL-6. CXCL9. CXCLI1,
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CCL2~5 mRNA Rk BIFEAE, Hi 50 wmol/L ZHAFE I 1 3%

(P<0.05, P<0.01), WK 2,

H: A~B AfERETF mRNA F£ik, C~E N o #EILEF mRNA F£ik, F~14 B #afbHF mRNA

Fik, SXHEA I, P<0.05,%P<0.01; SHIMA I, * P<0.05, ™ P<0.01,
B2 WZEEITRALAREAERF mRNA RiZFM (xxs, n=3)

3.3 L ZEB S ILE 4 i PI3K/ Akt = MAPKs 43 5 i@ %
EaRkEeHen SxRA LR, HEANE AL p-PI3K
HEHAFRIBREM (P<0.01); S5HIEALE, 50 wmol/L 145

. A WEASEWHE, B~E WEAEIAGIE, SXRAHLE, " P<0.01;
B3 WZE@Mxodi S PI3K/Akt F1 MAPKs S S2BBREAQRIE

3.4 LW EB S AIE m Y A e MRFs & B & & 89 %
W SRR, RN A L b, B EE
45, HBRMKES /N, MyoD, Mif5. Mygenin, Myf6 mRNA
FILFEL (P<0.05, P<0.01); SHMALLE, 1HZH 50
pwmol/L HWUAE A ML A3, Myogenin, Myf6 mRNA Rik
JHE (P<0.01), MyoD. Mrf5 mRNA Fik TG w254k (P>
0.05), WK 4,

4 p-PI3K, p-ERK & FI3RiAF & (P<0.05, P<0.01),
p-Akt Fl p-p38 A FIATCH WAL (P>0.05), WHE 3,

S A, P<0. 05,

RN (xs,

* P<0.01,
n=3)
4 Fig
BENUE A AR R AL, 20 5 R Y 40% , 78

GEFPUARE R AT | azdlh, B WA AR 5 £ QI 2 h
HARTTSERAVEHT, B i LA 00 5555 A ™ 5w LA 1Y

BB BTG o TIM S — 41 3R UL P A0 B 48 1 46
SEPERILE , 2 2E 8 i 9 25 5 0™ A9 LA TG ) FZE 46,
HAE I B H- 5 LSS F 21T 2 B i LB 1 s 2R
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W A NSHSENENMIEE (x200), B~E MU MyoD . MrfS. Mygenin, Myf6 mRNA ik, 54 b *P<

0.05,"P<0.01; SRl L, ™ P<0.01,

B4 WEEBSULAE MRS MRFs EEFREHFZM (X5, n=3)

AR RAESON | WO LA 2248 ] BRJR IR T TIM LA R A
WA BRR A U TF B2 —.

C2C12 BUILAN i & % 132 F F I B B 4 L 400 it A
KB ML A Y2 E T BE AR, B — A B4 B0 20 AR T
TNF-o B8 18006 NF-«B {7 538 B30 C2C12 gy sk,
1M IGF-1 BEEHKIH TNF-o SIS 1002 B, TNF-o 5 IFN-y
LG 550 MyoD 19 F AL ThERR AR, BRI A 5250
SR FH TNF+IFN K038 ) 240 i 325 i B 55 1L 2 X c2C12 UL
0 A A B 05 B PR AP T B Ak A

AN TR & IM RAEFR RN EES 5%,
AL B FAR R R 51 109 2 I 220 1R 2k ik ) 6] 4 B R 1) 2 o2 4 40
IRERR, HWHRZBEBT o M1 B KK, KEEFLET
LS —F L Bz IRsE A AR, IFN-y
S« T (CXCLs) 78 TIM A EEAEM, CXCL9
F CXCL10 mRNA 357E sIBM B F LA EiR . Btk
HF (CCLs) REMEILTS AT T A0 A% 400, 75 IM
Pk R AEPERR B FE AR R RN R RS
FERY, BRUIHERET INF-o SEOFZREEANS
BN, 493 CCL2, CCL5. CXCL5, VCAM-1 FIIL-6'"";
IFN-y 175 5 14 B AILA Bt R AL AS 400 Bt v ) 2 5% 40 L PR 1L-1
IL-6, IL-18 FI#afb A+ CCL2 mRNA Fk17 ) DL E#Fseis
7N, AMHIE R TR T B s 2 1R T LR A A sk B
Z—, AWFF KA, WA T WAL I 6l TNF-o/TFN-y 75
SRR R T o A B Rk R IR R A A,
PR LI AR 3 1T 6 30 ok 990 o UL 40 B 43 0 A2 4 TR T Fn ka1 R 1
RAETTRER

AR L0 2 A 0 R BT A S B = ) Y A B A
IV RS R K T-1 (IGF-1) fEdsihil &k Bl
BAVER PR E B RTEMIEM", T PI3K/Akt, MAPK
JE IGF-1 AR fR i EZ AL '™, 1I6F-1 52k gh &
55 PIBK/ Akt i BEMRAL, J5 T WUEEAN ML (L BN A7 . Ik
Ah, Akt R EL Y B M &S FZ AR (mTOR) , Jfil T

3118

TR [ S6 WUHE (S6K) el hn#E 1 & i Ad ILET 4k
MERE 22 B4EE AR 8 (MAPK) ZIE 5 32 B A
#% ERK1/2, JNK/SAPK, p38 MAPK, ERK5/BMK1 L) & 3F
H MAPK'™ | p38 MAPK Al ERK1/2 MAPK 7 LA 41 ffa i
FEA AL A B SR, B R B N T 40 L
Gk, RIS A TR AN A A RE T B SCHR IR
I ZWriE T JAK2/ AMPK il PI3K 15 538 A2 2E WL i A %
HPFEREE S A NLE T PR (MRFs) , ALk
Pt (MyoD) . A JILZE (Myogenin) , Myf5S Fll Mrf6 PUFf L
PR SR SR, Tl LA kg 28 A a1k, S5 LET 4
Mg . KN BB VIR MyoD 78 LA 45 5 3% A
e E R PR ST CHERT, Myf5 iR MyoD 7E JUL P IR ik,
R kMM Myogenin fiT MyoD Fiif, EAHUEHIG
P, AR RLAN MR H 4 iR A S B BE . Myfo i T
HAt A= WUA 7 A9 T iE, Myogenin 5 Myfe BAT R, —#&
PplE 2 LA 4 4k, BFSE R B, MyoD 1 Myogenin i i
PI3K/Akv/mTOR {5538 B2 52 B B8 EE 2 A8F
SERIL, LZSHE i R PI3K F1 ERK 8 A BERR 1k, fE ik
Myogenin, Myfo JEFFiE, T RZM C2C12 40 i iy AILIR
1,

25 LT, LS RE S AR TNF-o/TFN-y 75 5t 19 W UL
R R TR fR R TR iE, REHPIREN,; LA
B AT BE5m a8 PI3K Ml ERK 2K B BERR 1L R0 Cc2C12 41
MU R A1, B LA RIE RS . AR 55 % BY 1L 2% 1
AR AR I LR B T 28 0 450405 R A2 28 JUL PA 43 Ak 1) Ty g P
BALEY), WAIGIR R IE NIRRT IR BESH KR
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