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Research Progress on the Role of Mitochondrial Autophagy in the

Prevention and Treatment of Parkinson’s Disease through Exercise
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(‘School of Physical Education, Hunan University of Science and Technology, Xiangtan 411100, China;
*Changde Vocational and Technical College, Changde 415000, China)

Abstract PD (Parkinson’s disease) is the second most prevalent neurodegenerative disease in the world,
and progressive loss of DA (dopamine) ergic neurons and specific accumulation of a-Syn (a-synuclein) in the SNpc
(substantia nigra pars compacta) are typical pathological features of PD. Mitophagy dysfunction is a key link driv-
ing PD progression. Mitophagy is able to maintain neuronal health and prevent neuronal death by removing and
recycling damaged mitochondria and restoring mitochondrial energy metabolism. Therefore, promoting mitophagy
may become a potential therapeutic strategy for PD. Exercise, as a non-pharmacological intervention for PD, shows
unique potential in improving PD symptoms and delaying disease progression, and the mechanism may be through
promoting mitophagy, thereby promoting the clearance of damaged mitochondria, maintaining mitochondrial pro-
teostasis, and ultimately relieving DA neuron degeneration and improving PD behavioral dysfunction. Therefore,
this article reviews the role of mitophagy in the pathogenesis of PD and the prevention and treatment of mitophagy-
mediated PD exercise.
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F1 4> #% 9% (Parkinson’s disease, PD)J& T —35 /&
KBRS R A R AT R, B KRR R 5 4E
WRIEA. HET, 2ERPDEW AL 85077, Tl
M2N20304F, X—Hrrfkdid1 0005, JTFK, b
BN ERAL 33— 20 0, PD I R Ze b 1 K,
gt , £ E 652 DL M N PDRERE A
1.7%, PDLL 22 )5 £ % B (substantia nigra pars com-
pacta, SNpc) % ELfi% (dopamine, DA)RE £ LA T 12
R o- Al #% 25 A (a-aynucelin, o-Syn)H4F 514
RE MBI, v FEUSFER WS R 2% |
EMRED, EE U SCRAMP R, HATH
A B PDIR R IE T 250 £ E2 4610 (1) & DAE AR, (2
X251 H RN e S Al 28 5 I RER ek sg
A RH L2055 R AT MR AR AN Rt fE . R, EF X
PDEAT B B SEAR R R A F5 18 1) 1 75 SR A0 B 2 () R}
=59

S A LNIE 1 i eSSk s S R ST DA S 1 S UN
AR S 1 7 oA 4 PN A0 B 2 R R R AR, AT 4
FRARLA BT B ASAS 5 N IR B~ . Zekifia B
Wk A e H AL ERLAR S A T RS A | 18 2k
LR [ A s e DA BRI AR RS 2 3 T o B e o 2 kL
IR D RE SRR, B 2% 51 R MOBZORLAAR B W 1) 0 42 7T
FET-Pl, WFFUR W, 2RIk H g D RefR G 2 2 302 40
RIARIAR 22, TN TR PD I B A2, 7E PDIY
Wik, BRI B E N2 et S R
s, MET 2T RN . mATHES
Il ARUEHE UE S, R A B B AN REFEIC PDI K
T, LR AL 2 HAT N DI REFRAS I R . BhA sk
W FLIESE, 1831 T He A s PDIT 51 K IAT 9 Je
BB REREAG®, s 3T SR i PDAT N D) el
IR Y ELE A e TG R . BRI, 283
AT R I VO DG B R R DR 5, R i AR H R
T G, TR e 2 LRy ), SR B 2R R A4 5
Al e 218 3BT E PDIIEAE 7> T3 sl PR, 1%k
AR A B WAL PDE & (9 /E Y DL R Sk i B A
F 1) PDiz 3 B 16 5577 T W TR AT 47k, NigshBi
TEPDIIHLHIBIE FE I REET AR A o

1 SRk B

LA (0 2R ML BAYZ 3 (ubiquiti-
nation, Ub)f A1 AE P A i 1 2. 7E Ubfik
Bk terh, BRAUBC TR (R PTEN 1 B

i1 (PTEN induced putative kinase 1, PINK1)/E3
12 35 1 IE 2§ Parkin(E3 ubiquitin-protein ligase
Parkin, Parkin)ifi i ', PINK1# —Ffi 1 PARK6%:
DR 2 15 1) R A SME SR 1, 2 5 RIS R D RE
FEAE BRI AT TR 2 Bl S B R 1T Ak T MRS
LWL A I LA T B 23 BELAS PINKCL [ 205 Ak pA) 5
¥, SEOLELRRIMNE R R . R BIPINKI
4k 1M 47 55 1 B BR 1L Parkin, 1 H B0, & FHLL
KRNI F R B2 B . SR )5, PINK 1L 2
B AL BT IR UbEE [T, A B2 2 T 400 i o )

SEEWEESLE A, W H W52 4K OPTN(optineurin) Fl
¥ .85 [ 52(nuclear dot protein 52, NDP52), MIfi
i SR H WA A T Unce-5 1TRE A 1(Unc-51-
like kinase 1, ULK1). X% FYVE-% 1 1(double
FYVE-containing protein 1, DFCP1)fI WD&HE &
&5 W) 3 R LIE T /E 28 11 (WD repeat domain
phosphoinostide interacting 1, WIPI1)XK {2 i £k
BLR BT B B S B U R SL B p62
HERLRAE T, KX RZIERERCEE . Ha,
OPTNAMI NDP52 1] LLIE i 5 5 A1 % 8 1 1 4 4
3(microtubule-associated protein 1 light chain 3,
LC3)MHEAEH, HEBhZR MR B R AR AR 2R, 2Rk
B A R — MORUZ R o, A B b A O 5 7 B
ARl A, SRR 7E TR A 15 v A 0 1 Tl e e 140,
H Parkin /™ S )iz REEge it — P 5 A2
&, 3t 5 TANKZ: & ¥l 1(TANK-binding kinase
1, TBKD)AE R E 54, TBK1Z —Fh 2 D fgl

A, B RE e T Bl TR 4 B R A BT N B R
AR, R PINK 1/Parkinif % 41, A7 76 A K Ht
T Parkin B2 RAKE LR . HAAT &, PINK1E
REfE I BE IR A2 2, B SR H RS2 4K OPTN A
NDP52 2 2R, MM 5 Zh ki ik B g Uo7
X — ML E B, OPTNA NDPS52 [f) 5% 4 1] i 37 F
Parkin/k 4. i, ParkinfJ 47 F RETE 1 5% PINK 1
= AR =R i Do T s 2K (v 5 A LN = 48
B 1 ParkinZ 4, ZFh E37z ZiEEM L 2 5/
RRR R Az A R RLAR B S B,
smadiZ &I 15 A F -1(smad ubiquitination regu-
latory factor-1, SMURF1). ZERif{k E3iZ 2 & HiE
#2 1 (mitochondrial E3 ubiquitin protein ligase 1,
MULI1). ¥ 78(glycoprotein 78, Gp78)4& ¥,
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I Ah, PINK1/Parkin 4 M 14 26 ki A4 B W6 842 0
K HAMZ 5%, W BCL2AH BAF M & H 3(BCL2-in-
teracting protein 3, BNIP3). NIP3F£%K H X(NIP3-
like protein X, NIX)HMFUN1445 #4182 (9 1(FUN 14
domain-containing protein 1, FUNDC1), ‘& J#8AT
PAAST T PINK 1/Parkindf 55 LC3 g i3k 28R 14 [ 1k
PRI E . BNIP3IE 5 PINK A AR F 9 3045 1
e RIE. B, BNIP3AINIX#HS 7] LLiE 5 Parkin
A5, R BIPINK 1/Parkin i 14 F1 35 4R 14 18 2% 2.
(A7 V8 E AR AR F o

2 KRR BEKESPD

WEFE R I, 12 F MMM 1848 PINK 1 /Parkin /5
R £ A4 [ I K B PDAIF 78 A A . PR OG
SR 2RI 1 2R 1 PINK 1R Parkin /) 1) H PARK 611
PARK 2RI 9 tD | PARKGH1 PARK 2K K 5748 55 5 itk
PDAFIC, T3 PR Fh 2 1 R AL 2 5] ke 5 etk ik
R PDIR, 755 Gt R AP E 4 PD R R
B 1 ParkinfITPINK 1 84221, F52 |- PINK 1 fllParkin
(R D REGR I S & 454 LU T PD AR 5 i LI AL
21 5B 13% 2, AL, PINK IR R RN RN
PR DAREANZ JORET MG B, IMATES PR 7S
FRARUE S, Parkin 2745 2 1 22 i o) SR 0 1 S8 A S 34
15, o HARS BEARA A0 HE 2R A 45 1 52 51 (HH B ik
LK), kSl DAREMIZ LI 2 ek
A KIS B D RERRNG . I0A 45 RN, Parkindh R 70
i 2 0 A R O A B A E/N , SR T B A A
WK, HAER 2NN R, BAARRIUAN BT DARE
20 R A AT A PE A R RSO A DA
HROKE R E RSN FUIESE, B MR
Z (W MPTP. 6-OHDARI [ EiAk )k 2 () PD /) fL A5
A, HER T PINK 1/Parkinf5 5l By PR [, 4k 0
R KL 0, 3 R LA B B S DARE R
JUAET, X —i A FE )5 4 TH. SIRT3. PINKI.
Parkin. Beclinl. LC3IIF) mRNAFIE [HRIAY E#H
TP, E AR R RS, W0 PINK 1B Parkin 7] 2
HPDH LR R F SRS . BRI, 72 PDBhIAN
YA AL 11 PINK 1 8% Parkin ) 3852 7K 7 1] PG
SH-SY 5 41 fu 3 1% 4 (reactive oxygen species, ROS)
IR, IR PDAAL /N SR 20 A pp e A5 o, e i 28
FiAR B W HAERF 2R A T RE ). PINK1/Parkinif 2%
()3 P 2% 2 PR R 22 () — A ORI 3R, 2

VF 2T R IE A Fofth JLAN5 PDAH DG JE B 5 26
RN SN T e 3 I | RSy R N E S e
5% 55 BNIP3. NIX. FUNDCI1%:5% /4, BNIP3FI
NIX A2 T 5 AT BCL-2F R R, B3 LC3AH
HAEH M. b o, fEE R T RE M PINK 1
FlParkinff PD & A R, NIXA LA B ik
AR ST K ZRRAAR J W, NIXERIE K Ll g
PR A0 T K PINK 1/Parkin 278 5| A2 f) F M5 HEE , fH41 0
HHT IR IE SRR 1 RE ), X — I R REAS I
JAER R B R, AN S R AN T, B T
PD A A p) 2R Rk B B AR D) B B, WANGEE P!
WEFLR I, FEMPTPTEL) /N B PDA A, 7 v R
REA% 38 1 R 7T BNTP3 R ¥ 2 R Ak [ W63 6 , 2% il
MPTPA S ML e E .. AR E R, MPTPX
AN HIFUNDC1 A R, i FUNDC 1 f8i@id HIF-
1o/FUNDC1/LC3 38 B 75 SRR 25 1 N s e bk 5
M, AT k2> 2 R DA REA 28 0 T TN #4898,
RAEPREE LRI RSP

gr b, kiR B g SR 5 PD R HLEI 2 UTAH
K, SRR ] BELE R PDIR R . £k A4 1
TR A A S %) 4 R R 1 SRV B ) e R (R AR
&, SEPDIETE IR TT SR o

3 BE5PD

g — M A SRR IR T SREE , %
TR (3B BT %k (N Rz sl Wk st e
SR 50 i 3 5 )84 5 PD R AT A D e i
QU NS 27 O e A v a1 P R R
3.1 BEEHSPDRIA

HHazzhe it iRk 2 s, Bhe
A SGE PDAH AT NI RERERS . 0, BB LI
Yr DT BRI AR, AT BL B
R PDEE NIZENThRE, BT AR b A T A
PR R DY, UYGUREE PIWFFURIE , 1445 rh &
PD & B2 ILEML B AT RIS, SO ™ AR
B T Dhaedssh Al B s 3 Dhae s B o
S AN 7712 3AH b, A 408 B ey i B TR skl
5 (high-intensity interval training, HIIT) 7] /£ 58 KFE
% FAEZE PDEFHIZSNEIR K, o AR o & A
DIReisah B fEZ MR H Sz s, PR B
AR EEE PD & [1ia B AR . ROBINSONZERT
WHFUR I, BB IG N 1 PD I KA,
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M TIEBhAEE 1. DA N E SR D DL K B RE
T 2555 A 08 30 B3 A e LR B 5 | S R 45
A B8 PDIZ Bl R ™ B 1) R T AT IR KB Bl
AT RV 25 10 B
3.2 MMIEEISPDIGA

BANRSE . WUJG 1SRN PD A D S 52
Wi A5 OR, DR 1 1% B 3 B 52 PR, T iR /7 2 ks T d
HHREEIA R, 5% SR PDEE I, XF
B IE IR A W T A 2541 PD G E A2 9 F
PR G , 18 8hIR & 7 R R VP FRAR, R IRILT)
B, PATR . SIE sl N RS S B
o M, wEFR M, 12L& NPT HIZR S, PDE
FHHIRE DR RENUEE, NI A 3 i &
TR i o3 3490 A7 i B R P AL = 1 P FIE B
I T B 5 G A 2 mT B R S IR R T
Gy, I 5E R I AN [F] X 382 18] ) Dh Re iz, N PD
BF PN FNIR 251
3.3 BiLEs5PDRA

Ffin. AWz, LER. BRSSO BAEE
oAt B O e ISR AR, DR L B0 1 f7 B S
¥z N T PDEE B R BG5S B A
JEIZ AR, Hfin vl B8 SE A RO LR R PD B A (1 44,
Un e B RIIAT 40, GRS o, KT R B 21 45
Ree & S PDEE E 3 hRe. 4. “FHrge
JI R RAETE YT, AR A Bk B &R 1 PD&
H G, DI T RS R I, [FIR b s
TIEFPEEIR P AL A 3 o 2,

Zi b, B MIEs e PD AR E H A s BoR
BEM N ET . H ATy sk = im0 = 1 BE LA IS K
BT ] Pz 0 2408 PD R D RE BN A R, KRR
I KEEAT AL — 0 WA FE 8 T i % .

4 EBEIIS&NAEE

18 BJ) RE 0 108 T VI D 1 W e R P 2 SR n
R ENE 1R N TR ES A N S ST R N SR 7
FURI, 124 7 WP LIS 3l ] 48 R /)N B K i A
LC3I1. p62#i Beclinl (14K 53 Fif, Hift—»
(R TR B AR R AR ) LC3 SRR /KT
PR EWREY RIS ] RE R AR B R . [FIFE,
TEMZRIRAT PRSI /R I BRI (Alzheimer’s disease,
AD)H LS B ZRL A4 B W B At T I s B 2
ZHAOZE P T R B, 128 ¥ &5 11 25 m s ADASAY

/IR Sy R KA [ WG Vi PR S B, RIS /N R
p62 T PINK 114 7K - ¥ 2 B A1 LA & LC3IA Parking?
KRBT, RIS AL B3 G, A
W= RN VA A STt T 2 [ A I e L
X ADRERL/IN EEEAT N 12/ (0 A 5B 3h T,
B S 25 1 AR RN R T 2R b, AR
e 2R A PINK LR p62 25 A 3k /KT 25 BEAK, 1M
ParkinflI BNIP3 & [ 1A KV & T (RIS, B
FAI S 45 () 2R b A B W S /b | ZRRL AR Th A S5 T
PrAF B, fHELZER 1A DNA(mitochondrial DNA,
mtDNA)/#% DNA (nuclear DNA, nDNAYE . &A1& 1R
IVIEPE DL ATP 53 B E 80, 11 Ho 0,7 52 ) (2.
R, AN R B B B S IR, 7
Morris/K ik B A ATAT IR, SR80 5 358 S RENIT)
WREEE ORI OA S 4, [FIRSAE A G B 452 BRIt 1)
BEIEK; R RN, AN R T R G
X I R E S FLAE H b GBI 145 B Bk [R] 35 B S A G
BeAh, 2R SR DRI IR o A28 BV PR A AR K
SRSt A A 48 BRI P R B B I e B SRR R
JRREAR , FAR IR BRI MU 48 2 S S M 2 3%
T HAGE R AR B 1K, IR AR AN AT e 5
R 5] 7 0 H R R Ak W3 20 (4 1 456 5% - PINKL
Flp628s HFRIA/KF B2 T, 17 Parkinf [ 3RIA/KF
S LC3W/LC3UE & T mr, H A BE M geist— Ik Sk
RARTEASAERF R AT, DAPIRA 3, AR 0B S e |
Pk B s AL I 5

Zx b, 83T S R LR R R T R A
J, HETT R FERR R, AN ZE 2% 4 42 1R AT 11
LR . SR, ANEEEIER (R, g, KA,
FESRIT (] )X 22 Bl 7 S T 2ok B Wi 1 1 A
P2, AT A RRRAIRE

5 AR BEN SHPDIEENGA
TENZAM N I RE R T, ik 32 2 67 57 2E ik
ATP ULl /2 40 75 R, RN IE % 540 . 40 i i
TR R B 5 2 Bl o B AR B AR o AR, Bk A
LTI RN S EER, ek
TR R, D AT RE AT . Kk, 40
i 5 B — AL ok 2k BRIX Se Th e 2 B 2R ki ik, LA
Y TR B PR B BROIR A o 3 — LI B A 2R R A 1 1
PINK 1/Parkin i i 75 1 #5 28 07 44 B 1 o i 5 OC 5
ERT o {ERAR 2, PINK 1R B4 2ok 44 4h
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JE . PINKITEf@RLK & i by, RZAEL
R SZ A0 AR E AR R T A . X 26 F 2R ¥ PINK 1
S %5 Parkin, [ifi j5 Parkin g\ S 2R RIARSMIE R 11 [ hr
R4 8 1 1(mitofusin 1, MFN1). kiR mb & 5 H
2(mitofusin 2, MFN2). OPTNFINDP52])iZ 4k, iX
ez R B H— AT LVRAZ RWGE S, B—
A LLS LC3M EAE A . LC3A WA b 1) 58 &
H, XA AR, B WA G E A 5 B 2 45
SRS B, FA6 Y BB B M, o 4 ar 4 12 7 0. 2 i
K, TE AR B WA, SRk B i i 24080 3 R
AL AR, DAYERRA N (kiR A8 . fEPDH,
PINK 1/Parkini@ 42 (1) 5 5 A 7] g 3 B RAR H
WSz 45, B8 ATPAS B/ A ROSHE N, AT o 2B 4
2R YR M () A A BB T,

W TR, 18 3h 75 K I 2ok i B IR AR T
PINK 1/Parkinif #% P9, fE k2, dHig sl
AME R R (Irisin) RIEEBRRIEN , & 5% %1
EHERIEMHKKRP, 55— MZO0H T2 DI-1&
F, %8 il R g PINK UK 25 328 Parkin ()35
PR, TELRRLR B 1) 3 3 5 3EAT H R4 DB I T 4%
YEF . fEPDRELAL/NE 1, 128 AEfE1E DI-1 1 mRNA
MR EFRIL, XN AE A E AR &R g8 A
PRI B8, T AMPYE AL 1) 85 U (AMP-activated
protein kinase, AMPK){E 4y S5 1) B &N &5, FLIL
T RE L PINK 15 Parkin ()30, MM 38 5 £ R 4R
H I, 1X — i P2 I8 5 2R R ) AMP/ATPAE T 51 B
fiok 2 P BE B N B B 7. HWANGZE SO 50 % B,
7E MPTP 5 5 (1) /] BB B o 5 it 8 JE) gk Uil 5 32
BCEBE RS LT 15 m/min/5 B R, SK/A), 45
WL, ZT PR FRC T B SCIRE H a-Syn
PIZRIE IR, [FIE, P 5T 20 R F2 AL (tyrosine
hydroxylase, TH)ZFIA/K 280, i — P05t
RN, LKA B W E % OC B 2 [ PINK 1R Parkin
ik B, Mp62F BN BT, BN R 2 s b
WRE 1B . ALMEIDAZE CRF 5B, % fa
FER TR 175 5 1) PDOK BRUBE B 3R 4T 9 3 6 8 (40 min/ K, 5
KIE, 50%~60% 11 Kz BlfE J1) 1 2 T 1, 15
BRI o-Syn R IE /KT FEAIK, 1M THER A K
T, Ak, 2ok iA B R AR OCE H B IPINK1#
IL7KSF EFHFI TOM-203R 3K 7K R B (1) 3%, B
KB I2 2 Dy a3 208 5 2% . CHUANGS 6
FERBL, A4 (15 m/min, 30 min/K, 5K/

G4 3% T 6-OHDA S 1 PDA AL K &L
EF) A LR BRI, 32 EARILAE 2 TH S s
FHVEA MBS I RG22, SURIEANTHZOR & BT
= LIt RN, BFASURAR X 38 2 Fh s & A [
WTH. Zhifkia 8 H (OPAL-L. FN2). Zkifk
53 %8 H Drp-1 0L & Bk B Wi AH OC 2 [ PINK 1A
Parkin] R IA/KF&E i, ALK RS0 d
RAEPRNE.

zx b, i Reid i U A B Irisine DI-182E
K AMPK )R IE , L [RB0E PINK 1/Parkinfil, 3E1M 15
LR I . s FE AT DA Uk A2 A 2 R A (1)
TERR, IR AR Re AR, 4ERFZRIR B AR
A, il B H a-SyntE K, A ZMHDAWE
JCIR M K B PDAT A D RE RS (K1)

6 NNESRE

2R R0 [ W38 T3 R 52 AR B 2 R 1 AR R AR
YEFEA N RS, IR & BB Rk Th e f
5, MmNtk PDRR I IS FE . IE301E N PDR)—Fh
LW T T B, W] 3 G PDAH AT N T RE RS,
FLWLH AT RE A2 I 1 5 4Rk S B T

12815 F 1 H AR TS oG5 PDIS 3R, £ 14
A R BRI — SRS AL NI PR S FH AT
T 2 BhER . AR 0 B TE TR ik 5
AEWIRR EVD RIS B AT 2, FE A R
WIBB5RE . AR5, A SR TEPDA 3
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