Chinese Journal of Rehabilitation Medicine, Jun. 2017, Vol. 32, No.6

- A ad A

MG53 L MBRAT M SE R P A i Y]
T WL 5

\=4

=

& pAET AR

HE

B Y BT MGS3 R BB U0 5 00 52, 98 MGS3 76 G838 1 JIL DA R i 002 15 EL A U i U A% A VR
F5 ik 8 JEI A C57 /NER 84 L, MR BE RN Y 43S WG A, B9 A T8 (WT) AR a5 80 (KO 2, 2 4 JETRURA FF i)
B R TANH S 1441, BT WT 4 (WC, WEO, WE2 , WE12, WE24 , WE48 . WE72) Il KO 4{ (KC ,KE0,KE2,
KE12 KE24 KE48 . KE72) , 541 6 H o £ 80038 3y Ji AH I A (8] e P I BRI , 58 35 4k B /0 BRL, BCAE JoR e i UL
Western blot 250, 47 FH FIE A MER . 4 H S AE A BT 0K I i 35 AILBR G (CKO |, i 3 A B UAEE 14 2K RR
USSR A28 1k, Western blot #:l MG53 & 47K F .

£ . KEO MIKE2 21 CK 4 el B w & METHE (P < 0.01) , KE24 FIWEO 21 CK 45 248 4 2 THE (P < 0.05) , [
— i ] &5 CK B AH HE , KEO %% WEO B 35 T 55 , KE24 55 WE24 S35 T1E (P < 0.05) 5 B 8 JULAG (W0 235 44 it I AR AS A b A hy
WIG KOsl 540 n4e WT 43 g™, R BUA R IR A8 1R KE24 15 ™ 8, H KE72 /R A
PR BN KT s WT 41 MGS3 B [ A28 30 7 BV 2035 S8 I 1 25 5 TR # AL (P < 0.05) , 76 24h B R FHE
(P<0.05),

510 202 Bl G KO 41/ AR US55 WT 4188 ™ 2, F W MG53 e % W 00 Bl 15 SO LA A0 35 1 L A e s A0
PR, WT 41 MGS3 2 (14 2508 3l s BV ZI A 24h 5257 5, S A 3R P LA s B0 B s LB s &2 v &
7T EEAEM.

REEIA SRR AR  AER LA R 5 B R UL; 34

FESES R685  TEARIRFE:A  XEHES:1001-1242(2017)-06-0636-07

Effects of MG53 knock—out on skeletal muscle damage of mice during delayed onset muscle damage/
WU Ying, YI Muqing, ZENG Fanxing//Chinese Journal of Rehabilitation Medicine, 2017, 32(6): 636—642
Abstract

Objective: To discuss the effect of knock-out MG53 on skeletal muscle, and to determine whether MG53 can
protect skeletal muscle from injury during delayed onset muscle damage(DOMS).

Method: Eighty-four eight-week old C57 mice were divided into two groups due to their gene (WT and KO),
and each group were divided into 7 subgroups again. 14 groups, 6 mice in each. They were WC, WEO, WE2,
WEI12, WE24, WE48, WE72 and KC, KEO, KE2, KE12, KE24, KE48, KE72. At each time point after 3 days
eccentric exercise, the mice were decapitated after drawing blood. The rectus femoris of left leg was used to
detect the level of MG53 with Western blot, the other side were used to do electron microscope analysis.
Blood CK were measured also.

Result:The CK of KO raised remarkably and decreased gradually until W 12. But the second peak appear at

W24 and decreased again gradually since then. Ultrastructural changes of skeletal muscle after eccentric exer-
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cise at different time points is obvious. The injury is worsen gradually from Wo to W24, and improved gradu-

ally from W48 to W72.

Comparing with W groups, the injury in K group were even worsen an each time

point. The MG53 of WO and W24 were 16% and 11% higher than those before exercise (p<0.05)and restored

to normal in 72 hours after exercise.

Conclusion: The injury after severe exercise is more severity in MG53 knock-out mouse than those in wild

mouse. and the MGS53 protein increased significantly. It suggests that MG53 may significantly relieve the skele-

ton muscle injury in delayed muscle sore period.
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