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Role of Mitophagy in Exercise-Induced
Amelioration of Sarcopenia
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Abstract: Mitophagy plays an important role in maintaining skeletal muscle mass and homeo-
stasis. The abnormality of aging-related mitophagy may be one of the causes for the develop-
ment of sarcopenia. The purpose of this study is to elucidate the role and mechanism of exercise
regulated-mitophagy in the process of sarcopenia, to analyze whether the specific process of ex-
ercise mediated by mitophagy in sarcopenia is different from the normal state, how to exercise
is more effective, and whether the combined effects of exercise should be considered. This
study systematically elucidates the changes in skeletal muscle mitophagy during aging and the
role and mechanism of exercise in affecting skeletal muscle mitophagy, the process, mechanism
and effect of different exercise on ameliorating sarcopenia by regulating the process of mitopha-
gy were reviewed. It is suggested that enriching potential mechanisms, making precise exercise
choices, and considering combined interventions may be the further direction of the basic and
the applied research in this topic.
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hE4S#ES G042  XEERIRAG:A

WA 32 98 E (sarcopenia) A& — Fl 5 % 2 %5 U AR OC 108 8% LR AT PR ol 8 25 A0 , s 22
FRAE 1 SR IO RR S B L Rk VSR EE AT e T B, W] B S B RN B AR B)
D AR 5 BRI, 2R R & AT B A IR o B UL RO Ak []  t RE  L TS
8T AR 5 DL R AL R T S A 2 R Rk, X 4R A VLS & AT T R A O
(Mankhong et al.,2020) . L3 2 R, 2ok 4K D REFR 25 12 M 47, 3 B0 ¢ UL Ae =
A 2L, 175 R A0 I 52 O T AT JULEF 4 25 2 358 I, AT IR - B JULIE 5 45 R AN Tl Be L i
T TE A O 0B B UL = AN 3 B PUAE (Alizadeh et al., 2022) o iz Eh ] 8 i 50 6] & (1 BF
i IO TR A L L o R AR T R A R AR SR B YA L PR S ROAE (& 4R, 2019 A AR
2021) . BB REA RHGE B B IUR S G5 0, 52w B UL DD B R0 AR R 1 5 B 1 E B0
AE 7T, K N Ff i (Zhu et al., 2023) o BIF5E K B, 1E 20385 SR Dy e D7 T, 18 3l 7T b
S0 B A LR R A e B AR, 1IN JUL4H B P9 = 1% B2 J1 TF (adenosine triphosphate , ATP) &
R I RSy AN WA O B vi 50 AN Wl S e 5 )= 3 AL N S B T o AL NI



I, 25« LR WA 12 Bl 5 WL PA) 32 e (¥ 41 1

RE , H2 B AE 2% JUL P 3 JRORE (W FH G Ak 45,2022 ; Liang
etal.,2021).

JULE B 38 T 1 W s A 0 B R R A B I R AR N 4G
LA [ Wi (mitophagy ) CER I 55 ,2015) . BF R, 78
R TR A R A T BE 5 T, ZROREAR IR A E T B AR
R Y B8 LS 20 S50 7 I JULAH B 2 4 22 401 e b Ak =1
B AR P, I 3 I 7 VA I AR AT B AR TR, DTG 4
SRR ST RN, BRI B W AR Dy 2k 58 2 L A 5T R v ) A
IR, TRk SR AR 45 1) AN T e 1 2 CERID AT 48,2012
Baechler et al.,2019) . LA W5 O BB 1 4F i J2 5 1 28
LA B R %) O B R 3%, 3G % A O 1R 2R A 1 IR KT S
Z: 5 7 VA S OE I AR T R, L E B 0E Ak B
A L BRI R LR R SCRE , IO 218 3l A & B L
A8 R 28R A AT SR 1) 35 1 B (Memme et al., 20215 Ng et
al., 2021 ; Wong et al.,2020) « SR , %45 T Wi B 7E 52 24K
N R g 3 2 3L F A NI B AR R 3T AR H
RO EA 5 T IEFIRE, WA . A5 A
T B N I AR B VL Z R AR B IR A AR A AR
HLHL B T AN 532 3 77 2O B % L2k A4 I A 3 42
VEH T e b A B W A 3238 3 235 UL PR 8 JRE 1R AFF 75

1 etk BEERFERAURER NGRS

SR A TR A B LR A B e 4 1 ) O B AT
2 2R R AR 52 B P9 A0S ORI O G IR S AR B T A
(reactive oxygen species, ROS) F & 245, 2= 5] i £ Rii 4k (1) AN
R 2L, 77 AR E R A I BORLAR , JF @ I B R R Gk £
T R, DT 4R 355 B0 fA AN 20 1 A BR S5 F 2 o BRIk B IR
s — AMESEN NSRRI AR R T, AR
R A B R TE AL  BOREAR B AR TE )i M BhE i B AR 5
ity Ak i PR AR 3 /S O RO IR o R A 1 W TR YT L o
PTEN #5 3 ¥ 1 (PTEN induced kinase 1, PINK1)/Parkin
%5 . BNIP3/NIX (BH3-only protein) {5 5 P 2 FUNDC1 4
T HIAE 5 (lorio et al., 2021 , b3k 73 -7 W] 75 £8 R A4 52 451 16
WO T IR AE LR AR AN B, T R B Bk i | 0. 2k
RLAA B WA B F2 A, PINK L/Parkin {5 5 8 12 R 45 &
I 524K p62 (U FR SQSTM1) 5 B Ik 5% %5 [F] Cautophagy
related gene, Atg) X i 02 B AH D% B85 (1 1 3% 8% 3 (micro-
tubule-associated protein 1 light chain 3, LC3) A , T ik
28 KL E B4R (Jiang et al., 2015 ; Tsukada et al., 1993) ; 1fij
BNIP3/NIX Al FUNDC1 W B #2 5 LC3 A ELAF 1, ) DR A ik
W% 48 55 & 26 R 44 (Onishi et al., 2021) . £ Fi4A B W i
AP B, BB B R A T AR R T R A R
Wi, T R N AL 2V ER G K R 1B AR R ZORL AR, 7R
Wiz ik B M R T IR A AT S 58 B 2R 5 BR (Hossain
et al., 2021 ; Jeong et al.,2021) .

AR A W 0T JUL 2 M R 2 R B LB e 4 R R R

THER . JERlZ KA B WLE R UL 4E R R I E R 2 & 1E
Parkin Il Atg7 5 5 11 f B DA 2 B A4 5 Wk 37 BEL BT 1) s 147
B A4S BB AIE , 3X e ) B B UL b R R S A
IR B4R DA B i 1 5 R SR AR 3R L SR A i B AR 52 4%
S A LT T i UL AL 25 48 R0 UL AL BT 4 0 HOBPE TR
[% (Gouspillou et al., 2018) Bl 5 . 1 H. , £& ¥ 4k F ik Ty g
TE A UL A R 4 R 43 A T AR T R IR . AE Parkin i
Bk B4 /0 B SR A 0 U B 315 R B LR S L ek Ak B
Wik 7K T 2 8 TR B UL R A i 4 R AR B AR S L dE UL
41 i A= B R (myogenin , MyoG) FEARK , AT 400 LAE 5%, fix
Z LA 5 R % (Bsteca et al., 20200 . LAk, 28401k 5 W5
Dy e AL IE 5 W40 B i BF 9 T % U 4 5% (Mahapatra et
al., 2021) . {EfFVERE MR, 28Rk B 70 3 2 W6 U5 3P
AN KRB 5522 F b i, JF BRI Zeoho ik B g 4
Tk R ) 2R AT 52 A R A 1R T R R R A B R R T B
LR o LD S IROIE B2 2 AH OC i 55 1) 32 B0 FRARRAE 2
—HUAE S AORLAR I N, 4 S BUE L R R R
I, kAR B RS 5 E BV 4R K D RE R S % )
AH G, I BB A o 2% i 3 2 A DG i B UL 28 45 1) W] e A
2z —ED.

2 REWEXBEIEGHNEBERE

W FL B, B G LA R 4 1 3, TUL4 P 28 R A B
ORI B, BB ULZR R R B P K P O BRI
(Liang et al.,2021) . Z& i {4 H W AF i B i 8% L P
RAM EE RS, Kl SR ZHY 2 FEHFL
LA TG 155 B B V7 I, 32 A 208 0 4k T e 2 4, s LT 4 %
I, JET B B 3 2 A 5 BE LR & A AR A IR AR R (Triolo
et al.,2021) .
2.1 RFEAREPFRILER G ET

PINK 1/Parkin 18 4 72 £ ML 1) 2 2 (O TR 45 00 i, H
OSBRI WV A . 2 A UL R JRORE A
JUL Parkin 2 35 BEAIL , 2K 5 W35 11 T %, H. Parkin %1%
5 BB VLA E & B 3 A 9% (Drummond et al., 2014 ; Wang
et al.,2023). 3/ ULA PINKI | Parkin A 2 5 &2
T AH N R BRI, B UL E SR AT TR B T
1o 23k Parkin WO 2 R F W, R B 153 22 AH S R IL PR
) & B2k (Esteca et al., 2020 ; Leduc-Gaudet et al.
2019; Peker et al.,2022) . BNIP3 { A %2 1A/ T £k ki ik B
Wit PR IR bR B, 7E 248 JUL PR B2 UR0CE B8 i #E UL Rk
F# & (Drummond et al., 2014) . 17 L il BNIP3 % ik & 75 %
AR E WAL, ol SZ R ek AR B 2R, B g LA i 2 A
i RE, HEAE RE  1 FE /N BB R UL 2 46 (Irazoki et al.,
2022) . WA K I, 52 i F% B % L PINK L . Parkin
1 BNIP3 Ft /&, [ B 3 0 2 3] 52 451 26 kL 44 0 & 38
(Triolo et al.,2022) , #&7 , 3 2 5 F 4k b A4 F W 3% AL 7K ~F
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AR B RN . T, 2l i E Lk
R 5 R A0 B R T ok R B R T AL R N I 32

1 LR AR T R D R R Ty RE RS, AT 4 UL A

I, g \
: BRI
’ “ ® ' I 2w gE
‘g
ZAARREHRE
PINK 1/Parkin > <
& $ BRI R
o0 —————
@, Bt B8 T
= © O < J
A 020 e
N ® o 20 L TR
N CEe——
N RIEEAR BT o
1 ShiEBEESRNBSHEREPHIER (Luetal.,2023)

Figure 1.

22 FAEITEPFBILEAR B ERTY BT F

LRRLAR E W R, BRI L e, B &
R 25 H bR 2 R0 A T/ 2 R A 1 WA o 224 /0 BRUE UL
A& AR O TR B 2 A0 A A ) MR AR AR, HOVLEF
YE A A E R B 7SI I K S5 T A o 28 R4 (Liang et al.,
2021) . Atg7 {E WA B WA TE B B T, Atg7 WO
IR AR K. 2D RBEILN Atg7 RILFF
&, R4k B W T B2 B, B 8% LT & F % (Chen et al.,
2023) . [AIFE, A Ak 5 77 10 UL BEZE B T Atg7 A 51k T
28R A [ W2 A, 18I0 R R R R B R IR A L
A AR, TR PR T Ag7 RIX TR
b3 KR BLE LA 5 5 WA ) Beclinl (% B} Atg6
RIS AtgS LA S BORL A 58 AL 1R LC3 T B, P62 ik 1
(Han %5,2022) . 53 4b, 16 24 H #4240 B #0058
F| Parkin . LC3-T1fll P62 & [ 3% 1k ¥ 2 3% J+ &1 (Goljanek-
Whysall et al.,2020) , & 5 ¥ 2 R0 1A (1) B W 1A 5% & 72 L
LT 4 9 AS B S I I B S 2R A WA 5 VA G AR R 52 B
SEUR LR REIE R M. LRPT RN, R
o % LN A B WA F S 0 3 0 ks i i Wk
BATTEBR 7 B BE 77, 5 B0 T SR A TE LA A
KRR, 18 AT R , SO LA &= R D) e T B
23 FAAFLREBR G HIEERE T

LR A W ) e 4 W B 4R R AR 1 R A R il A
Rl A of 52 A0 R AR AT KA . ZRR MR R AR R, R T
LRI W T A AR BB B SR, T AR K iR e D R B
R FEYA ZRRE R M EEFRZ —. HILEEAN
B, 22 A /N B BE WL A T A 4H 4R B B TG Ccathepsin,
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Role of Mitophagy in Maintaining Skeletal Muscle Homeostasis (Lu et al.,2023)

CTSB/L) &M 25 N 1%, JUL P40 i N VA B A br S 3% e 8
“F EB (transcription factor EB, TFEB) Fl ¥ B 12 i AH 5¢ &%
1 1 (lysosomal-associated membrane protein, Lampl) K &
F4E (Carter et al., 2018 ; Fernando et al.,2020) . UL A % Jal fiE
TN G, B B LA 2 CTSL 2l , I i Ak Py 1% 2 26
BRI 5 G 5 0l 3L 58 A7 2 7R 3R I TR Il S g (succinate
dehydrogenase, SDH) p62 LA & Lampl &30, K=& H
TR e A e b AR 11 1 Wk V7 Tl B R AE JUL 0 B 9 TRk A A < A
S M S A4 2H 44 B 1 e R R OV g AR K AR Th g, T
R 15 WA 5 VA AR 1) Rl BB AR k2> JUL 2 23 o 2 4% it
IR B, B g Bk AR T B, 2 A JUL A 25 4 R 1) A [ B
(Crombie et al.,2023; McGrath et al.,2021). HIEA] I, 253
LR bR B UL SRR R LV Bl A R R A 4R
Ve B R 7K AR D e R {IR a3E VA AR [ A A2 40 R R AR 1)

g5 B RTIR , ZEEAH OC B B L ZORL A B I R & PR
M) S 5 35 W] 3 OS2 A 2R A 13 B 52 BEL S AT AR 3 UL 1A
FEVRCRE 1) R AR R I 2D o T 4 s B B L ks A B e 3o
T, AT NI Ty e 2R R ZoORL A 103 B 5 A E LA D Y Bk A4
Tt , SR S kA o AR

3 B EERALLRIE B LA

8 N AE A R RN EOR 2 — bk iz 3 B AT 5]
T LR A W e A Sk I8 25 s 2 17 S8 3 2l D T R
BB B 1 78 4b , 5 T ZOL 1 8 WK 22, R 51 R LA
(o3 W Sy (AR RTI R R R S Y VA R X L N E B e i
O B LKL A WA 5 i 42 S i A RE B A AN R ) 1
EERGE D,



I, 25« LR WA 12 Bl 5 WL PA) 32 e (¥ 41 1

Beclinl. Atg5. Atg7.
Ub. LC3-II. p62

TFEB. CTSB. CTSLl
PH*

PINK1. Parkin, BN]P31
NIX, FUNDCI1
42

FHIEAR

v
£ L

2 EEABRFBRNLHIE B EKFE T (Triolo et al.,2021)

Figure 2. Decreased Mitophagy Activity in Skeletal Muscle

during Aging (Triolo et al.,2021)

3.1 EMEFH IR RILE AR B 67
=R e TN S o Sk = IR2 S DR N = 1 S =X v ]

WA A3 5 3 h/ BUE UL PINKL AT LC3-IL 8 (1 3R A
BE I, BORL AR bR 2 RV B AR bR S L E LTE 6 hik B
{H (Laker et al.,2017) » K B 2Pk A 55 50 5 12 2 W] 3OS L
H 1 JJ1 Parkin /1 5 (1 26 Wi 1 B W, 0385 2 RL A Thig , 98>
PR AR AR 1T X FHE B UL Parkin 2R [ RO WOH B SN,
IX 52 H 2R A W X B B 1 e B L A LET 4 2 A
725t (Yoo et al.,2019) o fE S K iE 3 16 Bl 5 il Al
LA W T S e LR 4E PR AR R RIS R . Xie 55
(2019 KW, 2tk /198 12 ) J§ BNIP3 R 1A 2 3 7 i, UL £F
Y N SRR B A R B R A BT I, LA Dh g2
e — RO BE BS 0 18 By 3 BOK B R JULEF 28 1F 51 A8
U], e Hr A 25 K AN B 3 2B, VAR 4 K & B R AR TR
J% » PINK1 Fl Parkin 72 35 ¥ & % 7 = Citf i 15 45, 2018)
Ui SRR 22 B J5 Sk i 8 I RE OS2 AR .

®1 TREEZHHAIE AL B R ER

Table 1 Regulation of Different Exercises on Mitophagy in Skeletal Muscle
ek _ ZAXA R _ E TR \ ERSE
(R Fih Z X iy )
Yoo 4 EN- 41 &% AET P53 JE 60%V O, 60 min Parkin 1
(2019)
Laker AR 107 &M AET P55 JE 60%V O, 90 min PINKI 1
(2017)
Ehrlicher % & 8 8 &M AET ¥ % 3% £ 17 m/min &M :65 min PINK1 T ,Parkin T ,BNIP3 1
(2020) 4 AET K H1:50 min,
S/ ,8 A
Chen % PR 16 A K AET A& £ 12 m/min 30 min, 5 K/, AMPK T ,FoXO3a T,
(2023) 16 A PINK1 T ,Parkin T ,BNIP3 1
T ¥ X & 8 A K AET WS AR /R R 60 min/35 min, ¥ % 3% /% : BNIP3 1
(2020b) 60%V0,, . /80%VO0, 6K/ ,4 K 3% JE :BNIP3 |
T % XA 8 /3 K AET s XY AP Y4 60 min/35 min, AMPK T ,ULKI T,
(2020a) 60%VO0,, . /80%V0, 6K/ ,23.4 FUNDCI 1
ik F o bR 8 K AET VR R/ KRR 60 min/ X, W4 3% B PINK1 1, Parkin T
(2020) 60%V0,,, /76%VO0,, /80%VO, =~ 5SX/F,4F  K3&JE:PINKI Parkin K2 FH %
Marcangeli % Atk (67.2+£5.00%  KHHIT #15% J% 80%~95%HR 20 min 3 R/, Parkin 1
(2022) 18 Bk 75%HR 12 8
Han % XA 26 A K9 AET W 4 3% £ 17 m/min 45 min, AET: p-AMPK T
(2022) ¥MHIT  FH3%E 25 m/min; B8k 15 m/min 5%/ ,12 7 HIIT: p-AMPK T ,PINK1 1
Zeng ¥ X & 21 A K AET AET: W5 3% AET:60 min  p-Akt] ,pmTOR | ,p-FoXO3a/ ,
(2020) KM RT RT:80% B & #& & et RT:2#0X3 K p-AMPK T ,PINK1 T
%41 AET/RT Bb: B R XA AET/RT 3RIA,12R (RT F &R # m )
Brandt¥ Atk 2% K AET AR E 60% VO, 60 min, 3 %/, Parkin T ,BNIP3 T
(2018) Kk HMRA AET 8 Al LA R £

S BRI B BRLAZ Bl AN 52 i R s UL 4R A B R UK
o AU, RIRGILIZES)EE %) .3 h 24 hF1 48 h
T2 AN A 52 10 B B UL PINKL A Parkin 8 4 R34
B)WA B35 2047 (Ogborn et al., 20150« 5 8Lk HTH 45 £
3T R A R R BN R 1R 2 A A2 R AT 4 I R 4t
FEIZ 3 )5, 5 5 00 AR I 2R R AH EE 5 une-51 #£ 3§ 1 Cunc-51

like kinase 1, ULK1) - BNIP3/NIX #ll LC3-1/I % ik % A %
FI 5217 (Marshall et al.,2022) .

Sk b, 2 s 3 v] LLE IS PINK 1 /Parkin 1 BINP3
AT R ORI 2R R T B8 IE L S I 2058 3 1
LR, PINK 1/Parkin £ BINP3 41 3 1) 42 R 0 [ W38 5 5 184 vy
i R ILER 4 4549 5 2k B BELE Bl X R LR R A 1 S
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PR R . oAb R 20 20k B 3t 28 b R I 1 S
VA B PR 38 By 50 FE A g A4 1 1 19 38 5 A5 A
3.2 KBS FHILER B 00
321 HAEZ

K 3& [ 45 %4012 5 (aerobic exercise training , AET) AJ
DL S 4R OR0 A [ W6 7= A R PO R, DR 4P B LS B R T
At . 8 A b &5 ik B A U0 B B 2 i 4L A B £i7 Parkin A1
BNIP3 ik , 38 50 4 R0 AR T B, F 2 325 19 n #¢ UL 2R 11 )
B HGER . NRAE 60%VO0,,, M 76%V0,,, 55 F T 317 4 4
2 BT 4 = PINK 1/Parkin {5 5 , 3 95 & S LT AL R 48
Ho1 76%V 0, 55 B 25 9 B 5 11 85% VO, 5 X PINK 1
N Parkin 23 G 5 R, (FLR 2 B9 0 T B B UL SEAE RLBOK
IR 48,20200 . KR ZA %Iz 3 7] #)1# BNIP3 15 %5
L 60%VO,,, 5k 1T 4 iz ) F ik R 8 5% UL BNIP3 £
T BT ARAR B W, T 80% VO, R AR BRI T
28 R A | W 7K ST, {5 BNIP3 R IA #) N s (H AR FE R 2,
60%VO0,,. AL A i & 3%, i 80%VO0,,, 2 L K J5i i &
PR T 72 55,20200) o DR, K B K 5 B A 4500E B R
S o R NI = e A R A N IR = 3| Wl o S
— T 5 RN, TR (60%V0,,, ) FI K58 (80%V 0, )
12 3l ¥ 5 il i FUNDC1 & 12 £ i 8 8% U128 kLM [ i K
-, HZ B0 B ORI R, 2R B R R B (T
5,2020a)
322 #HMEz

P BH 12 Bl (resistance training, RT) /& 75 5 LA JE K 119
B bR AR, W SR A TS R UL P W e 7D R A
R[5 P A % TR N O R YT 2R bR R A R B e 2k
KLARDyRemAE R . A AR M, PibL IS 3 X B 0
FAFELE G, — J7 TR 7 A 5% 3% #0251 (mammalian target
of rapamycin, mTOR) fif & 14 # fl) B Wik , 55 — J7 s it b
W 643 1% 85 11 34 (vacuolar protein sorting 34, Vps34) i
55 Beclinl 454, fi£i3F [ Wik (Fan et al., 2017) . Luo % (2013)
RN, B WO R T 18 0 BE 5L 2 A B UL R
&R A BT R R, KPR Z 3 W] K & PINK &
FRIE, 8% 2 25 %LU & (Zeng et al., 2020) , 1X N T
FH iz zh i it PINK 1 15 5 3k 2k ki i | R At 7 — 2 i ik
W, AH 56 T K 470 BH B 3l o0t i % UL 8ok A4k B W 1 4% 4 F
1) I 56 BF 90 6 /D 0 o DR, %o 12 1 P PH I B 2 A5 0
A 2 R DG 3 R 1 TV 2R s 1 I A 0 R ULAE K R
FRAFVLEW., WA, PRSI MRS E55 5
T b 3 5k 5% i i 5% UL BORL AR 1B W R 503 B LT &
RIRE .
323 HEEEESE

151 9 [ [B] /132 3l Chigh-intensity interval training, HIIT)
A LA R T ) T O R R T 2 b A R T 22 11 BE AR LA 4
Z 5, BB CEEHIRENER. SA%E3)%
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8L, HIIT 2> 38 fin-E 8% UL Parkin A1 BNIP3 38 ik - £ 3% £ b i
Thfie . SR A A4 B BB L HIIT -+ 100 4 J 5, JUL 28 46 45
/N B2 S WL PKINT  Parkin  BNIP3 il BCL2L13 ( Atg32 [d]
VD) B R Rk Tt v 0 R L AR R E L 9 LA
A4 E R A R T UL T & 1 4E FF (Yamauchi et al. ,
2023) . Han %5 (20220 F 5 1A y , HIT &5 rp 46 50 5 A %2
B AR 4, KB 12 B ]HIT J5 & #% U1 PKIN1/Parkin {5 5
1IN, 2 WL AA 1 Wk I 3 O 5 T v 2 e A RIS B R
PKIN1 i Parkin & F R IE A W& /0 . e 53 14 10EAT 8 J
o ) BRI 2R TR B 410U Parkin A BNIP3 & & &
e e BRL A F A BERR L e 7, 25035 JULPA ) B (Brandt et al.,
2018).

g Bk, b 25 5 A %088 3) W0E PINK/Parkin
BNIP3 #l FUNDC1 /i 5 8 R0 B Wi L g A, A o T3 %
JULE 28 5 5 SR A 438 3l T 4 ) BNIP3 {5 5 JF 7T #g
JE i FUNDCL /1 5 28 R4k 15 Wi FE 3 AL, 3 BRJUL2F 4 93
155 AE IR 5 B 2 WF SUAE S . HIIT 3@ i3 PINK 1/Parkin . BNIP3
T O 2 Rk B g E A E T, BLRCRIE T RE .
PUBHIZ Bl J A 38 ) 0 B # UL ZR KL A B W 1) 52 i BF 9 4
b FAE R B ML v 5 1 B
3.3 ZBEAMEABRESFEAT B RNE LR LR

18 Bl 25 6 o D7 RIS N2 AT 50 A R0 R HE LR
LR E W . BRI, TE RE B IR BDIR A T T2 3 6k
M5 5 52 30 4 BE B WL IA BNIP3/NIX £ ([ 3R 18 & 3% 3 0,
ESX F AR A R AE 3 EOIR S 12 3 5 1 s UL BB, X
W e & PR HRES @ 3] B4 A T BNIP3/NIX 41 3 1)
28 ki Ak B BB VE (Schwalm et al., 2017) . A1 XF T % &
B R A 12 2 R % 5 10 2 M 4R v K R B UL PINKL
Parkin 1 BNIP3 4 [ 3 1k , B K 28 KL #& ROS 7K °F , 42 &1
ATP A s BF 58 3F — A 0IE 5, G A0 FA B 1) o 38 202 5 o 4
75 5 A ¥~ 1a(hypoxia inducible factor, HIF-1a)FIAH XK,
i S Bk A 12 3 AT T HIF-1003% 12 2 3HE A5 5 19 BNIP3
A5 1 AL AR W LR A LRI, AT 4 v i UL 2 b A 1
i G 45,2014)

BANBA LA A A VR ER .
i, [ 22 77 BE (resveratrol , RSV) B A Hii &AL - L & P
Bt BRI SR, IR EK . RSV AT
A 1o UL 25 4 AL /N B2 R A 1 W KT ) AR R
FEUak D WILET 4 9 25 2% 5 T PINK 33 DR 75 ok ik 4 e L 0BT 2
WA B W R AT T E IR 2R (Sebori et al., 2018) o Polley
(2016 K %W & 75 N RSV Bk &1 5 41 L RSV 21 ALt g
U, I B AT 4 BT 90, R DU A T T # UL RL
T O L RO T RE B . OB B ) o R 2k
AR ) e 32 1= 35 88 AN I 2R KL 1 W 9 S5 AL, HE DS B Bk
& RSV 1] i 5 G 25 w2 Rk [ WK . SR, B WL is
ENAE WA T I 2O B LR i B 5T, B AR
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TEHIBCRIEA WAL -

4 IEFNET LA B RS E A RIBE
4.1 EFAELGIGE T RIEAR AR T B

A U 2 WL A T8 JRIOIE F) EL R S A IR R . S S L AR
JVLET 4L oy 8 2 4, 51 kS 22 AR I JULET 4t 25 2R 38 o, AT HE 2k
JVUSEIROIE A RERE o A I 08 Bl v A 25 50 B % /) B
B LT R RUULP 77 & (Liv et al., 2022b) . A, fLHLZ
R o35 1 e B UL A DG B R A T R Ui R AR
FUKT B B a LR B (& 45,2021) . HITAEN
R 2% 2 A v B UL OB AR T B 1) B8 i R it (Liu et al.
2022a) , REAR BE 4 K B 2 A ORI AR 1 1, AT B L
MIGE 2 38 e B B L 25 2k CRE BTS2 4%, 2021) . i BTk, 32
B Je 2 5 3G 0 Ak R bR UL A R D fe ) A T B, h
PRI R LA e HOAR UL A 22 080 B AR A

2 5 4 %Uia ) WU PINK1/Parkin 38 4% /1 5 42 KL 1
W, 980/ AL AR A0 O s 2k Ak s 2 AR, A B R
2 o 98 -2 FE R A 9% X EE [ (B-cell lymphoma-2-associated
X protein, Bax) « 2 . K 4 Wi 3 (caspase-3) i T2 8t [ %14 ;
A B, B AR UL A 25 45 & F 2 I (MAFbx , Atrogin-1) F1JJL A
' 5 Mk PR #8 2 A 1 (muscle ring-finger protein-1, MuRF1)
KT HZ - A B AR A 3 R B R AR
B, G fR A U T B WL AR 4 52 35 246 (Liang et al., 2021) 6
JAh KM HIIT BT 38 1 BNIP3 i 12 1 12 420 44 [ W, 14 58
LKL A ATP & BCAE /1 5 AT 503 1 e K B 32 31 RE 70 (%
Ak 55520220 0 A LT A5RS04 2212 ), HINT 3K FE
i 3 Jig 1% 3 (adiponectin, ADPN)/AMPK 1% 5 & H 1,
P = PR R AR A W A B Csuperoxide dismutase, SOD)
T VE S R B RS UL AR IR BT RS R RRUDL A i B R
Ko EE BRI (I 55,2018) . BB, e sl
RE I AE 2% 2 KA 5 W KPR B 250 2R i Th B8 OF: BE
ER AP L 3, A0 o) 0 O T R R R AR A xR
JULF= A AR AP 1 T 338 1 90 07 JUL PR 3 el i 56 5 1 08 A DG UL
I R A .
42 ZBHRGEE T RIE LR B K

HEHUEARMIDRE T BRI E R ZHEERE, th
K5 R I E M R ) B R R . A F R T LA R
I REOULE ol i 1) AU, HR A3 32 Bl 2 4 A 2 D B v UL ik
SE A Tk — o sE B B b 1A 5 PRI A
2% R Parkin Ml LC3-118 %k , ¥ # 7 Beclinl £l Gab-
arap/LC3 mRNA F [%, Jf 34 011 7 mtDNA ¥ & 14 AL, 2% B2
{b T 7% (Balan et al., 2019) . HIIT A Jf £ 2 4 A\ g SMU L
2 KL T RE R RS , DO 2R 145 B 2 1), 42 = Parkin 2R H
K, W R LA ) B A0 B 4R35 3 g /7 (Marcangeli et al. ,
2022). VA EULH], 23 a5 w2 N B B RL A B
W AR, IR S SR A 1R 37 Bk, 189 iR R0 AR T g, 3E T

G2 AR UL A 2 JBURE 3R A2

L 2 3t nT aE o WO IS I & 32 4 1 (adiponectin
receptor 1, Adiporl )/AMPK 15 5 f& 5 Fll X 3k HE % 5% K] +
O W ! 3a (forkhead box class O3a, FoXO3a) #% 3% i 14 , {2
HEARLAR B W, BG5S AR & p1e™ 7K1, AT B
SRR AH I LA 2 4 , 1€ K/ B % Ay (Chen et al., 2023) 6
I8 B 5 R 2 e B UL R R R B TR R R R AL
5E W HIT "] fig 3k K B EL H i JULERORE 7 AMPK 95 2 16 2%
i& , E R PINK1/Pakin {5 5 00 28 R A4 0, 24035 32 22 5
T FR) 2 L A I W 20 5 5 D U2, 1 R e R AR I T Ty
RE s T SR B B HE AR LR B K R AR, R, 3
2] R Bl AL 2R B IR R AR I8 B B fE /) (Han et al.,
2022) . MAh, KA R BT AT AR S LA B K 5
Y fe i@ i & A LS B (protein kinase B, Akt)/mTOR . Akt/
FoXO3a fll AMPK Ji i , & 52 2 45 K B F B UL KL A4 1 10
TIRE , Jel 2 20 i 08 T, A K - e R R R AT, R L
DA IR AT P 7% T S5CIR JIL2F 4 40 5, 2 AR UL A 3 R SR 2
EARE R 2, PUBHIZ ) 2 3t o AR 1) T PR, X W] fe
52 Rk B K A ¢ (Zeng et al.,2020)

4.3 B ATRAE T XEEMR ZBE

12 B kA A 7 =l i PR ] IR R T A
BT EED B UL PR SR ST S8 o o B AUE S
0 At PR ) B 2 2 Je 3k 5 L AL s R P S I 3L
PIRE R | e LA £ 1 B RE 0 (R 1B i UL AE K AE
SR BE TR 4 L 8 G AR AR, DU AR AR N
G0 UL BRI g, T M 5 2 UL 3 4 (AL
ik 4,2023) . FHHOLTIRF B A B W EREL L
Bk AL T Csirtuins , SIRT1)/SIRT3/ I 4 Ak 470 ity ¢ 334 58 420 8 o
2 AR v 4 S T 1o (peroxisome proliferator-activated recep-
tor-ycoactivator-1a, PGC-1a) % , $& =y 28 R 44 2E W) & Bk fig
735 MG 5 14 08 1 B UL BT s> (S8 =2 56,2019 .
18 ) 55 4 BEI G 1 B8 BE A &b 4R L A e AR K
S ) LT SO0 R R S R v 4 40 e UL T AR A ) 2R
B RES) (Ml 45,2015) .

XAk X2 R N IR BE B S R R, 12 JH IS Bk
RSV V87 TRAE & #% UL BRL A 0T 5 L B A S A B 1
A B 25 25 38 B 6 min 2547 A 56 07 T 1 B B s 4 T
A {2 (Harper et al., 2021) . & #1128 2 Bk & Pi 3 71 A A%
Y7 I8 L 84 5 AMPK-FOXO3a {5 58 % 15 3 Wk, (2 2%
A4 T & st S 0 A B I, kD LA B T, A
ARG T 232 T BUW /N SRR B JULBT & 52 451 (Fan et al.,
2017). 4N, HIT B £ LR 2 B b 78 5k 35 42 i 1 B L2k
LR A FE K, I R Bl 22 4 AL & L B 44 e 43 A1 ) i
PEIZ BRI

Zx BTR I R B B A RO Y R Sl R T L
AR B WK T, 4 RR 2R AR D RE TR, T S0 1 B UL
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iR AR R A, 7E O UL P 2 OAE R HE AR AR A
(B 3). BRI, 52 2% 1 B b Parkin (1) 2800 R 84 67 B8 71 F B#
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