Chinese Journal of Rehabilitation Medicine, Dec. 2016, Vol. 31, No.12

- A ad A

/IR LA 0 18 S R LA R YT DR
I TR DT -1 & RUHEF 9

xpesk' Rakrk WER KM FT ORAKK RRA H eV

HE

B B UE B B MR 18 52 e AR rh U AE I3 DR R0 A T2 TR RS R, 40 UL R A 1 R Al 48 P A TR 7
EERIIEE SR TR R A

75 7% 140 HHEE C57 /N BUBEHL A A %of BREAH (C 20, n=8) it 4H (S 21 ,n=32) . - HsILEli#4% )5 0d, 1d,3d,7d, 14d X
A 00 FHE i UL F HE G 8, 26 M HE Rz DLiE AT 26 't 12 £ PCROAIN LS AE 875 [ F- (MyoD, myogenin, IGF-1, MGF,
HGF, uPA, Myostain, GDF11, LIF)FIM4 fA4zHF (HIF-1a, Angpt-1, VEGF)mRNA ik 1k,

SR OB IR IE 5 3 KA A AR WLER4E 26 7 K B, 565 14 REAWKE B . Q5% AL, AL
P95 A F (MyoD, myogenin, IGF-1, MGF, HGF, uPA, GDF11, LIF)mRNA 7£ 415 )5 3 1k i & 3 (P < 0.05 5§,
P <0.01),Myostain mRNA 7E 1015 ik AR (P < 0.01) . QLA P4 F (HIF-1a, Angptl) mRNA 7E#Afi )5
FIE BERIN(P < 0.058 P < 0.01) 7 VEGF mRNA 7EHI45)5 75 B E R K (P <0.05) .

S50 CEE BT JE Z R LA PR B 2Rk RO, T e (R E B LT AE o I P AE [ (HIF- 1ol Angptl ) 3%
ik B, ATRES S TR U S A AR DA B R LA

KEEE LB B A LA A B 5 i AR

B 25 :R685.4,R493  XERFRIAAD:A  LELHS:1001-1242(2016)-12-1294-007

Expression of muscle regeneration regulatory factors and angiogenesis factors in skeletal muscle injury
and repair/LIU Xiaoguang, ZHAO Linlin, ZENG Zhigang, et al.//Chinese Journal of Rehabilitation Medi-
cine, 2016, 31(12): 1294—1300

Abstract

Objective: To confirm the roles of muscle regeneration regulatory factors and angiogenesis factors over skeletal
muscle injury and repair process by investigating the changes of muscle regeneration regulatory factors and an-
giogenesis factors after injury.

Method: Forty C57 male mice were divided into control group (C, n=8) and muscle contusion group (S, n=
32). Subsequently, their gastrocnemius muscles were harvested at 0d, 1d, 3d, 7d, 14d after injury. HE stain
were used to assess the changes of muscle morphology. In addition, the gene expression of regeneration regula-
tory factors and angiogenesis factors was analyzed by real-time polymerase chain reaction.

Result: (D) Morphology of skeletal muscles showed signs of regeneration at 3d post injury. The maximum
amount of regeneration muscle fibers appeared at one week post contusion. Two weeks post-injury morphology
of myofibers nearly recovered to normal. (2 After injury, compared with group C, the regulatory factors for
muscle regeneration (MyoD, myogenin, IGF-1, MGF, HGF, uPA, GDF11, LIF) mRNA increased significantly
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(P<0.05 or P<0.01), the Myostain mRNA reduced significantly (P <0.01). 3The data showed that the expres-
sion of angiogenesis factors (HIF-1o, Angptl) mRNA increased significantly after muscle contusion (P <0.05 or
P <0.01), while VEGF mRNA significant reduced post injury (P < 0.05).

Conclusion: The expression regulatory factors for muscle regeneration up regulated after muscle contusion,

may play important role in skeletal muscle regeneration. Angiogenesis factors up regulated also after muscle

contusion, it may involve in muscle angiogenesis and regeneration.
Author's address School of Kinesiology, Shanghai University of Sport, Shanghai,200438
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