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Abstract

Objective:To investigate the regulation of muscle regeneration factors and inflammatory factors during the re-
pair of skeletal muscle contusion in mice.

Method: Forty eight ICR male mice were divided into control group (C, n=8) and muscle contusion group (S,
n=40). Subsequently, their gastrocnemius muscles were harvested at 12 hour, lday, Sday, 10 day, 15 day after
injury. Hematoxylin and eosin (HE) stain were used to assess the changes of muscle morphology. In addition,
the gene expression of regeneration regulatory factors and inflammatory factors was analyzed by real-time poly-
merase chain reaction.

Result: (D Morphology of skeletal muscles showed signs of regeneration at 5d post injury. The maximum
amount of regeneration muscle fibers appeared during 10d post contusion. 15d post-injury morphology of myofi-

bers nearly recovered to normal. @ After skeletal muscle injury, the mRNA expression of myogenic regulatory
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factors MyoD, Myogenin, IGF-1, MGFHGF, and TGF-beta 1 was significantly increased (P <0.05 or P<0.01),
There was no significant change in the expression of GDF-8 mRNA after injury. (3 After skeletal muscle inju-
ry, the mRNA expression of macrophage markers CD68, CD163, CD206, inflammatory factors IL-1B, IL-6, IL-
10 and chemokines CCL2, CCL3, CCL5, CCL8, CXCL10, CXCL12 were up-regulated (P <0.05 or P<0.01).

Conclusion: Chemokines and inflammatory factors may be involved in the early inflammatory response of con-

tusion skeletal muscle confusion, and many positive regulatory factors of muscle regeneration such as MyoD,

Myogenin, IGF-1,MGF,HGF, may be involved in the repair and regeneration of contused skeletal muscle.
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TGF-B 5"-TGCGCTTGCAGAGATTAAAA-3’ 5’-CGTCAAAAGACAGCCACTCA-3’
HGF 5’-AGGAACAGGGGCTTTACGTT-=3" 5’-GCTGCCTCCTTTACCAATGA-3’
IGF-1 5’-GCTTGCTCACCTTTACCAGC-3’ 5" -AAATGTACTTCCTTCTGGGTCT-3’
MGF 5’-GCTTGCTCACCTTTACCAGC-3’ 5’ -AAATGTACTTCCTTTCCTTCTC-3’
GDF-8 5"-TGCAAAATTGGCTCAAACAG-3’ 5’-GCAGTCAAGCCCAAAGTCTC-3’
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i 1d 4 2.71%0.81 3.343.01 21.36+10.96% 1.77+0.86 3.04+1.35
W05 5d 41 3.53+2.58% 7.63+6.21% 2.842.18 3.9+0.53" 3.5742.27%
i 10d 21 2.5142.06 2.56+2.09 3.15+1.73 2.73+1.14 2.68+0.6
il 15d 40 1.12+0.44 0.68+0.53 1.99+1.44 1.14+0.31 1.93£1.02
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Wi 1d 41 1.4+0.48 1.72+0.72 2.25+1.44 2.241.23 3.16+1.8
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i 10d 21 4.48+2.02% 3.54+1.04 10.2443.87 2.5342.4 2.88+1.59
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x4 : DP < 0.05;@P < 0.01
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215 IL-1B IL-6 IL-10
X REZH 1.00+0.84 1.00+0.41 1.00+0.47
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FRAEAHES, ARBF5EH M1 A E WA (CD68) £ 8
BTG S5 55 1 R G I I3k B e = 0, SR I T
TR s M2 B LI (CD163 .CD206) 1E15 J5 465 5
FIEFN AL . 3% 5 Novak ML 250 fIFFE AR , 1
TN BUHERS LA T BT #0578 , % B M1 Al
E W4 i 5 M2 B S g iR i )5 1—3 R
BERIK,

BEAR AT 4 BAE & R F IL-1B 7E#i %5 12h
KB, IL-6 AR5 )5 265 1| R B 253, Bl s
B A A& Rl IL-10 7E4 f 22 H M, 3156 10 K
IRENEAE . FIEHR AT 5 56 1 RALF 5 RAE S
PEARZS 35 56 1 R AR SO 1) Fie i W, LS ARAE
FRLAGR MR . TL-10 FR8tk = 2235 T 68 S5 #4755 H 5 L
WM BRI A ) M2 B EE AR AT O . F ST R,
IL-10 A 3% M2 7 40 i, 576 M1 RS 05 441 il
] M2 76 G A A v 2 4 T AR
32 CCHICXCHEGHLN sy 7MY
WL T A a1k

CC HIGaL A T KLz 1A S 5 i i | B v
20 16 LA R bk B 200 B S S5 L T CXC K% a1k
IR - A5 Ak A PR i B 4 S e, cC otk A
T LA 0 20 e 1) 5 A 3 7 3 PR RN, o B
Wr 545 B % L CCL2/CCR2 135 538 2 7] ™ B 5% i)
BB AR LA BRI ik s 4h, cC b

K825 T VLA M 3 55 B E
Z: 51652 A5 0 S 40 32 A WE R A i R B
W 2 A, DR AR R FR AT B X AT BE S ik
S Ak L CC A CXC Rt b 14T T HF
5. AR FW 5 BN 5 5 12h, CCL2
mRNA ik B 00, FERRE 2B 5 565 1 K, HiAth
CC#afk N1 (CCL3.CCL5.CCLS) th S Al 25 1k,
)5 565 12h — ELRPEL B 03 )5 056 5 AR 2
Pk A A RS HA A AT AR, X
W R CCHLIRF R RES 5 T St B s il &
SEAN ML
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