-374-

PR G 2022 4F 4 B 3548545 4 1 China J Orthop Trauma, Apr.2022,Vol.35,No.4

tween stem cells and their environment[J]. Stem Cells Int,2018,

41(3):649-658.

2018:4879379. [25] Wang X,Fu X,Zhao S, et al. Antiangiogenic properties of caudatin
[21] Hocking AM. The role of chemokines in mesenchymal stem cell in vitro and in vivo by suppression of VEGFVEGFR2AKT/FAK

homing to wounds[J ]. Adv Wound Care (New Rochelle),2015,4 signal axis[]J ]. Mol Med Rep,2017,16(6) :8937-8943.

(11):623-630. [26] Wang H,Wang X,Qu J,et al. VEGF enhances the migration of
[22]  Pu Y,Wang M,Hong Y et al. Adiponectin promotes human jaw MSCs in neural differentiation by regulating focal adhesion turnover

bone marrow mesenchymal stem cell chemotaxis via CXCL1 and [J].J Cell Physiol ,2015,230(11):2728-2742.

CXCL8[J].J Cell Mol Med,2017,21(7):1411-1419. [27] Zhang W,Zhu C,Wu Y et al. VEGF and BMP -2 promote bone
[23] Nedeau AE,Bauer RJ,Gallagher K, et al. A CXCL5-and bFGF - regeneration by facilitating bone marrow stem cell homing and dif-

dependent effect of PDGF —B —activated fibroblasts in promoting ferentiation[J |. Eur Cell Mater,2014,27:1-11.

trafficking and differentiation of bone marrow-derived mesenchy- [28] Grunwald B,Schoeps B, Kruger A. Recognizing the molecular mul-

mal stem cells[J ]. Exp Cell Res,2008,314(11-12) :2176-2186. tifunctionality and interactome of TIMP—1[]]. Trends Cell Biol,
[24] Kalwitz G,Endres M,Neumann K, et al. Gene expression profile of 2019,29(1):6-19.

adult human bone marrow-derived mesenchymal stem cells stimu-

lated by the chemokine CXCL7[J]. Int J Biochem Cell Biol 2009,

3
Vd

F B WU 455 P R

X\ FE, ke kA, 4%
CRBRERER 50 — R R Bt R B2 24 B %8 &IE 230601)

[(BE] HAAREZNEH PR ERBEE, FRITZOEFTEFS THURLEEFTH LR IRLEL TR,
B #£—i% B 1k (autophagy—lysosome , AL) i& 72 5% — A% f£ & Fo 5 2 20 6L P 536 77 72 69 £ 22 SR 22 ALH], i T 4 i
FORTH, FR@MEN RO @RS A LF NIRRT RS AEERN A AT BGRAETETEZLEN SAT R, £
S EFRFHWRAENT TR, ARBLFR DGR LA 15 B IR G F mILm o R & bukag L A
A AER T AR MY F e Z A ERGEMNA G B AFTH B, AR ALZFRFSAAXHR
BRNELHGG—AETZHF R, AR TAY QB RIATE SR, 3w KT A A TRGEHITE S G E L
Mo AXHFAEETRWRZLHEFTOERNSBRETEL, AME AW RTAG F= 08 57 LK % 34 H o) R A K%
[gRE] BN, MEH; a; KK
HE S ES:R337.1
DOI:10.12200/j.issn.1003-0034.2022.04.015

FF A A2 (AR % ) $RIR TS (OSID) ; 15

Role of autophagy in the maintenance of skeletal muscle mass LIU A -ying, ZHANG Quan-bing,ZHOU Yun* ,and
WANG Feng. Department of Rehabilitation Medicine ,the Second Hospital of Anhui Medical University ,Hefei 230601 ,An-
hui, China

ABSTRACT As an important exercise and energy metabolism organ of the human body, the normal maintenance of skeletal
muscle mass is essential for the body to perform normal physiological functions. The autophagy-lysosome (AL) pathway is a
physiological or pathological mechanism that is ubiquitous in normal and diseased cells. It plays a key role in the maintaining of
protein balance ,removing damaged organelles, and the stability of internal environment. The smooth progress of the autophagy
process needs to go through multiple steps,which are completed under the coordinated action of multiple factors. Autophagy
maintains the muscle homeostasis of a healthy body by removing cell components such as damaged myofibrils and isolated cy-

toplasmic proteins. Autophagy could also provide the initial energy required for cell proliferation, promote muscle regeneration
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and remodeling after injury. At the same time , autophagy disorder is also an important cause of age-related skeletal muscle at-

rophy. Autophagy could affect the response of skeletal muscle to exercise,and increasing the level of basic autophagy is benefi-

cial to improve the adaptive response of skeletal muscle to exercise. This article summarizes the role and pathways of autophagy

in the maintenance of skeletal muscle quality,in order to provide effective rehabilitation strategies for clinical prevention and

treatment of muscle atrophy.
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