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Abstract

BACKGROUND: Exercise as a viable non-pharmacological treatment has the potential to reverse skeletal muscle aging that deteriorates with age. The role

of autophagy in the skeletal muscle aging process is indispensable. During skeletal muscle aging, Atg genes involved in regulating autophagy regulate the
autophagic process in either a facilitative or inhibitory manner to improve the physiological morphology of skeletal muscle. However the specific molecular
mechanisms of autophagy in the exercise regulation of skeletal muscle aging remain puzzling.

OBJECTIVE: To search for general patterns of the effects of autophagic mechanisms on skeletal muscle aging during exercise through a review of articles in this
field.

METHODS: (1) CNKI and Web of Science were searched, reviewed, and screened for relevant literature using the keywords of"Atg genes (proteins), autophagy,
exercise, and skeletal muscle aging” to lay the theoretical foundation for the full-text analysis. (2) The comparative analysis method was used to compare the
similarities and differences among the included documents to provide reasonable theoretical support for the arguments. By the further comparative analysis of
the literature, the relationship between relevant indicators was clarified, to provide the ideas for the full-text analysis.
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RESULTS AND CONCLUSION: Atg family-mediated autophagy is indispensable for delaying skeletal muscle aging. Atg genes involved in regulating autophagy
regulate the autophagic process in either a facilitative or inhibitory manner to improve the physiological morphology and function of skeletal muscle. Different
exercise patterns, such as age, time, or intensity at initiation, may have heterogeneous effects on the expression of autophagy-related proteins, but long-term
aerobic exercise regulates Atg-related proteins, induces skeletal muscle autophagy, and delays the loss of muscle mass.
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By

HAb sy TIhRE: A
Frid, ZREAERE
WLk 4

[EENE]

B Atgl2 Z5 A IS 1L,
Atg12 HE RSB 1

By: Atg8 JEILERIIE
HAsr 7 ohhE: EA

Fricd

A R OARER
AR
HAtsr 7 ohRE: EA

ey

TR B A0 B LR A S
HAbAE AR A

AR/ AEDRIR . ER AL, AR N, R S A R AL R
ik [ e R A TR AL B R LR AL
L) 7] ok 2 6 A wea e G o) 7H EEAY T

X R SN A UL AR ST, A B0 S8 AL B B Rz, X TOR A5 5 ) S el 1 49,
X INK I AR IE [ 115

A% S: TOR {55 AT, INK IR I 17 1 37

HA YRR EWE WRHE WRIE LR I AL
EABCH: a1HE A R E TR

FAb A AR ARy, AR

AL/ AR E R ER AL, AR PRI 1

R ghrp AR sE T

ot B P SIS A R LA AR S8

EAPURE: CmEARL

HAEYERE: B, MR A, B, EE

AR ) PR R A 22y R, R AU B B A W PR R P L

ik [ e R A TTE L B R AR

KE: G IR IEAe T, ahE SRAN R T AR AR

SO LR TE SRR T

RABARH: Wan S A RER G

FA SRR A, FERUE Y, I B AR R A, A B A A R
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gE1
FEHEARR AR 7T I Al
Autophagy- JiF%: I p A2 4% R SME RS, BRARIRALAY 3- ML AR VRS, HeenR.
related 14 REEE Ak, 112K, BEARMEALEY 3- WBE &%, et SN s AR LAk R 52 8
(Atg14) m, 17 A AR B, B A, BEIREUIEE 3- BOEE AR, T
MRS [N, AREIRIEI SME R oy
KGFEEY: BEREUIE 3- Bl E &, 1
%, BRNRMEULEY 3- W E A, T2, 1A
H A BT LA S PR i Y
Autophagy- Ji5: WA ML/ AR R e
related 16 A FRS: H AR K. S AR EAET, I AR sk, 2 S SR AL o 1L Y
(Atg16) KT HAD. Agl2-Ag5-Atgle 51514k et SN s AR UL R 528
EARAY: EABIBLER
A AR B, R, EARE, AR
Autophagy- [i#: JEISMERSY, FRMEIR L% f R RS RO AL /R FVER LR, SRR N, PRI
related 17 K4 THEAEY: Atgl/ULKL HEFE &) FERAT R KA bR an R R AR T, R R A 1 WA R SE T
(Atgl7, HAbAIR AR Sy TRV ARG HofbsyFohRe:  SPRUBREI SN A0 DL S
FIP200) SrFEEAE  ERATRH: B OTBERR LR IE T, B RS M B
P, BEAWMEES KA. A BRI, EA. AR A i bR SR, a0
“ JHAZ PR 22 R
Autophagy- #HHE: 4 M BEARTEAL 402 / 2EPrE e MR ZERs, SRR I, B P O B AR W AR 2L R B L
related 18 [ JRAN Sy, FrlEIALLEE S BE-3, 5- W R4/ el BRI BUE LRI, X B A RN
(Atg18, WIERZE: H ik BREh G, BEIREE (55165 WPBEARBEALAY 3- MRS 514 5 0 S 1Y
Atg18, LR -3- BERRSY W ARARHE: R AFUEL
Autophagy- “ Fo AR EE, AU E N, B, BRI, E R
specific RRE: dhduh e e seT, ghdib i 205
gene 18) SR SN A LRI SRE, SRR OB S R, xR TSR AL 3— WB= 5 1 61
VAR, IR R SN
Autophagy- ZHIfiIE:  4i i B BEARREAL AHZZ / AP SRR AR 1 1
related 18b JIE: JRIMAME S, FrliE iR 2 % ni B B -3, 5- BE LA/ EAL: HREBUE LB AR R B AL
(Atg18b, FREGGEtr, AR XTI R R R E G B A AL
Atgl8, 1(2) TR AL -3~ BERR XTI ST 200 e S A R 1 S o
k09410) [ Eaey HARMARY: EAFUEL
A A R AH AL 1 AT
Autophagy- K4 TGk Agl/ULKL B 414 SRR LS MRS/ LR EE R
related 101 HABARAL A S FRIEARLLRE A &, WSS RE: SRR e EsE T, 4 R U R
(Atg101) & S AR B, IR, B

849 8 45 B VA BT LR IR 57 69 BORARIR, Naff-1 J B 3k s Rag ILm £
NN RIEE, Z—ZITRMGER T 8% B F Naff-1 2435
BT 69VE R, T LA AR IR S IUET L e AL R T #Te B ALA .
B vk Gk R TR oA 6 A AR AR, AR Atgd TR HI T A AR 4y
LA Y2545, FIARITER Atg9. Atg5S A= Atgl8 =T 4Tt ILLF 4 Y0 9 8, ),
AAE T X — 5 ) T kA Atg9 Fe Atgl8 M A T LA 46 M) B AR,
o7 b B5E 49 LT AF 45T S8 Bh T MM AR AS 4 A2 AT AN A AR 6 4
A B3 Sy gy o A TR o AT 4 o LA AF 2 8 R R ARAR AR T — AN 4941
f. Atg7 ARER D RAINE AERT, FERT DRBMELH. KAk
DR KA B I B AR O AR Y, ik T Rk, eIk,
JEIU P S Rt Atg7 AR B SR S S ILER B T R 6 KAk L RELaY L
FR Y TR A B A 8 B R E M. X e 38 R B Atg7 AL 2 4L
R AL L e 27 @ a9 R . 59k, LC3-T1L p62( & a4k,
B Fk A SQSTML % & ). Atg5. Atg7 #= Beclin-1 4% 4iE Bl /£ Rpt3( & & B4 )
e R AR Y R G REA G, A LATRE G TAMRR R
B R AR E 1 ARG B

(4) At 2w 0 A% 5 (Atgld): Atgld, kAR Atgldl X, Barkor(Beclin-1
H—AEZRATE), AL THLAMTE, OELF. LA WBIH
VARG — sk A 2 R G R 8 T 7 0 Y, b T Atgl4 Ser29 A= ULK1
TR AL Z 18] 4 AR £ % %, ULKL Ser555 & 45 & 49 B B AL R A T
ULKL 89 B &1 ™7 AR AR, EoRR#HF2BRHABAT, &
M2 B8 3 ULKL AL AAR B BE LAY B 45 5, A i 03 =T VA R Bk
FRAT A5 56938 e b Atgld e9 A5 B AT 4, #k ULKL-ULK2,
Atgld X Rblccl i, B #ALF 8 T AR, RTAR LN, Agld
B s R A= RB1 49355 At & & RB1CC1 ik (rabbit Anti-RB1CC1/FIP200
antibody, Rblccl) &R s R 49 B & LAR R th 2 & 'SQSTML' i AR89 A
v %7 M LR (autophagic vacuolar myopathy, AVM) 4%4E, @ H Rblccl
BRI s B84 B 4 VUL B 7 i TARDBP/TDP-43"( A 2 iR 4T M4 5 4 B 2k
B ) 32 A H A AL T ULKL/ULK2 S5FR s A8 6 L g2k 7 %Y, X
% 5 A e IR ML 2 B R (LR FARE ). REFHFKHE
REAM (WU ) 7 R BRINE LG R, (2RACE GG T B UL 447 7k

EFERAT R, X2 yII1£ 58 BLAILEL 45 (vacuolar protein sorting
34, Vps34) & @ K-F 69 F Heim k49, %% @ FMR# T mTORCL, {24k
T STAT3( 4 tiE & @, STAT B &M RAAMA ), A K Vps34/p150/
Beclinl/Atgld H 449 1%, 427 f % & B Beclinl/Atgld f£ %4 3 EALA ML
Y T2 E L,
232 Hpb Atg KB ASF09 S BRILR

(1)Atgl/ULKL B &4 (Atgl. Atgl3): e k4EZALF, Atgl #9m3E
STOAAAE M le B R4 KIEE R %, Atgl ¢9aP 20 BT FiF R i
A2 WYL AR 1A BT sl KA A R 0oty B A AR SR O R - AR ER -
KA EEL (Glycine-Tyrosine-Phenylalanine, Gyf) /549 § w8 1 xFF 4 F4%
ZIULA MAEEATAS BT R TR EE Y, BIRE, GIGYR2 434
AL RE Hiasmin%, @ Gyf XL GIGYF1(Grbl0 48 ZAE A ¢4 Gyf &
€ 1) 4= GIGYF2 #9 B R AL B . Gyf 849303k T A 0 447 4| Atgl-Atgl3 & /£
RS A BT EA, Bz B E G REMGFR. b T AR
FEEA AR AT AT AE P Atgl-Atgl3 A oM T i A ILEk s, Ik, A
2k F & B Pink1/Parkin 4%t 5% 2 LI KAARZ F GG B oK, SFoL Atgl 4R #1
4 F XIER A4 EE AT, Kk E Ll R R #4977 X%
Hm, fE A EETRATALS iR 3K Pinkl 3, Parkin =T vAH IR K 44k 2 4% (PINKL/
Parkin A~ 69 £k AR B IS Sh A B ILARAG T 494E A ), R ATP KT
Fast K Aoy, i il Atgl SR FALBT B 25T vAp 6] R % 8] 4 KATILYP 693X
s B AARIFH) R Pinkl A= Parkin FIAEZ /5 a4 AR £ 49 R
AR, AR T AT Atgl S0t oT G AER A PAA AR R P A 693,
AR OB RARBORET —AFAR T &,

ULK1 & 44K g ULK1( &% ULK2). FIP200. Atgl3 #f= Atgl0l £ /%, &
B 0 s MR AE . R AT 49 B R R B ULKL A= FIP200 =T A f2 B "
VASh B BA P K EAE ] Y. K, Atgl3 A= Atglol ¢94E A 2 F 5 ULKL
Fa FIP200 ABAAA R A Ao b, A AR AR T Agl3 SRR, 4 REIAN
Atgl3 44/ RAET TR T, X5 K 5 A ER ) Atg Hef4 ) A ARF,
2 Atgl3 WY ARG R I A A KRG A S LA KL, TR0 R Y mfit
W, B2 Atgl3 A THFF G AR B AT R, Bhoh, Atgl3 Bk 3EiR T xt
FbJE RIL R F o 504 R B T A ARV, T b Atg & & VAR ULKL A
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ULK2 #9 ) B 4 & 0 e tf A ©, ik sk 28 R & 9 Agl3 B f fedk B 7k
Hk, BACBELET EXER, THh FIP200 £ F, {25 ULKL/2 748
Fl. 7h, AARKRINT MY LA LA, KAWREIEH T g
89T B AR ILABERE BAG, M Atgl3 Ao LC3- [19 & 0L B P62 Anis Bl
1KF8 £ 2 & & 1(lysosome-associated membrane protein 1, LAMP1, X Ak#
CD107a) A & T A R s BB X9 AR E ), A 32 Atgl3
FENUTR PR AR K B P ey R, ARRA I Agl3 Bk B ik e BT
FRT BT AR K 6 R EAZ 55 Atgl3 LR b A AR K & 4
At b AR A L, A AR, BB R 4 R TR
Bk Atgl3 £ £ A A AF f R AR P e R, ARfE At ki —
R AR R ARG,

(2) H A sm IR 5 (Atgd. Atg8/LC3. Atg3): Atgd & —Fb & & 4 F
EGBE, AL E A TGRS K Atgdb” R (A ESRS )
A, BRIGKET ARGk B R T e REE. RFE AL AR+
Bk 2 40700 R F AR TR, EFRILTIAESIEF 25 F,
T AERFLRLE T R R, fiX 75 @ T vAIA A AtgdB 4k 2 FT AL VA LA AR H 4G
7 X¥pem g o ™,

BEEBEY, ARBH. WRRA . BB BRI A 3R
BT AMgs. EHE A AN Y, Atg8 €4 1k H LC3/GABARAP & &
% # (LC3A. LC3B. LC3C. GABARAP. GABARAPL1 #» GABARAPL2)"
T BRI R AP, LC3- AR IS A LC3- 11, FF 547 fa B 4 4,
RAF B AR R, LC3 69510 F B LC3- 1T /LC3- [Hufidg A, Z LA R %
FULLR B G R ARILA, AR RILT. MAPLLC3 R L34 Atgs
FlR4p 2 —, FIAEE el 5L 4h Atg7 Fo Atg3 1AL 69 52 Z AR B FL L R
W RH LS A Atgd ¢ LIS RO BEAT AR, Bk, ARJR1BER 49 MAPLLC3
(MAPLLC3- 11 ) 438 44 A 15 B v 2k A 6 Aritdy .

LC3B R A AR % ) RAEE G, b5 A BRI LT i A X, FFik
T Wom g 3 s ILd, ULK1-ULK2. Atgl4d 3%, Rblccl 494k
% A EHHARE T B £ I ULK1-ULK2. Atgld 2, Rblccl #94k
KMET ARiBE, 2R AH R Atg8 KAk & i 49151k vh & LC3B'
B AR G A R (Atg5 3 Atg7 498 kR ek ), X R B LC3B' | Ak 4
B e (R KR AR ) ST LA 0 R IR0 K A R 6F g 7 4 Atg3 Fe
Atg7 & FAEE MRS, & F5H &M LC3 6978 HMER @ i AL
124k, 4 Atg3 Fo Atg7 AUSE AT, o T LC3 4545 BB IE BE LB fee (MBAL ),
BEAPAR AR EAFAEE, M EEXER T £
s RAG B REILF , LC3B- | 5 AAS L LEE R G 5 L T I, TTHE R G T
Atg3 Fo Atgl2-Atg5 B @ K-F TR F5, AxXiTfEd, Exmitd
HEME T, fastE48/4-F 49 B *£ (chaperone-mediated autophagy,
CMA). AR A 55 0A B 5 o5 i 69 Rt 2 48 KRR & R B 69 % h 79,

KA, Atg RARMNF49 AEAETRILE TR P ImiEe A e
I KA, I A SR TT VAR Atg Rk A B a9 R B — R a9 5k
Sk, RHAR—A Atg AR5 g diddz, mAMLWiRRS. £
Bl X495 F T, Atg RaRABRA EMEe) kL, AhiET gt
EEANE- SO ia R
24 EHNENBESESBNEEZ ZARRNEHNEX, wefFibiE
oYl BN R AR IR L, THEA A EAA X B A AREA AR
MRt (akBAH BEHTART AEMEEG, HFTBILA
L, FRENAFEHMA. K REHGIREE S (FRADTF 12
JB, MENFER3IR)THRASRITESN)FF A 26 BE, {255%
FiEHA T ARLE A% T, AMZI, LW AHESHTARE
Vps34, B 515 F) )5 69K G R A MAREA £ T R AT T A
RO —RR T LI, EHMAZEFHE Y T LC3 4951k (LC3- 2] LC3- 11
# A B R ILT p62 K89 FAAR ), FB B T REAE LA AR T
PR B LA F R ILE KR LA AR I, E & BNIP3(Bcl-2/E1B-19 kDa,
Bel-2 & & Kok, KERLATES ) KX, H B ELFRELEMRIER
BAIAET Ao iEdE B, wol, EYFRAMAENEHRA TR
I T 4589 Ag7. Beclinl A= LC3 & &g /K-P, RO TiEEMH RIE B
I T BN R 4G 8 K (Atg7 A= Beclin)®, SFH, HAFR AW, 98
S AZ I ERAT A, RV T HEFRRFHRIGG AT, BT M
YR bR RO E T S
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REF BT AT mALEM, 52 OB R R R Aats 4
ARG IS B AFRARIRT BESMUALA (200 km 38, ) #EA, ZAT
A% G Atgd. LC3 f= Atgl2 &k ™, b, LRI AEEGHARPE
HAARBBLENZEREEH™. BRARTEHH AT HREE, 125
BEIEF), YR AIED, THRABRIMRZKRGE ) LR ELE
e hEe S XA LT, B EHE, AR TR EG A A minE
FEHF TR RAEIRER T KRR F, HAEFESH ST TR
KIEEIEFZN B ERE R,

3 [OfI5REE Problems and prospects

XFEGRE Mg AFH A, BHFFRNRLAAL B, FEK
KA Atg AR 85T AR T RAE st TRBILRZ O, AREE
HHF T A TAH 6 AT TRBIMELH R, Atg RkNF09A
st IR RIR L R RT R, 2GR A e Atg L E AR
PRI B 65 XAF B aitAs, AREFRIGAEEL SR A4, B
AT Atg Rakeg3 5 KB £ #ALT a91E R EAIFERT, LEREE
HFMZ T, 4o Atg2. Atgl0. Atgl7. Atgl0l 5. i Fh4EAH—Fr=T 47
693 M6 9T 7 i T VAR E B A LR SR 38 K 0y Bfk, (22 — s 4¥ kR
RN, deAB R, BES ., RREEHEX, B ey k. Bt
R RAERE, THaT A EAN L E G R SR, 2k BA
FEEFH AR T AtgAa X & @, 55N A L, FFAEZ LR 2694 K.
MAKIZ R T, A EN TN TRARALIFEDGZLEXTE,
RiE 5| AL e E T A e BT A fF R egika, T Atg KRS
F A6 ZIAR ST A A Z B AR —AMRIF 4 7 6. AR ERAL
FrokA T Atg Rk A B IRSE S EFBILE L F O RIERTELE R
T, Atg Rk E AT o4&, TR —ALH B LA M
#yitAe,

TEE MR LFRitd AL 70%, FoRblc A A I 70%. 22K, HHE,
B H A I T, EREEHRE L, IEEHEHFTR.

FEZE: LEWALIEHF Y, ERAFRAXFRE T2 P RAELFH
HR,

FERGREAERR: X2 —BFAGRIR L FE, BB (o b ZHTHL) “F 4 -
FH AL - AR 5 KEF 4.07 ok, ESEIIAGHEALT, AFRALIER
B e T RN E R, AT R, R AFEMA P Ak, TR #HR,
tri TR Ak, RUBEIZ IR, SPAZEZ R, ARSI e ISR R
e o kR,

BRAREE L : L h R AT kAR A 5 4o #8305 T S RARSE R WL

HARHSE: LFREEFT (AARERFEFESIREIL) (PRISMA 5 7 ).
LFHMATC L L LR B G kAN A AT 3 REE, LFLIFRTIFE
RFINT, FUTEBOAAD X FHSHFNLEEE.
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