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AMPKEEZEIFGAHE %P E1ER

PRERE B U

(FE AR AR B, #4% 415000)

WE a4 &R (Parkinson’s disease, PD) & —FP i JL#Y F £ A9 22 A S iRATH AR, £ EME
BHAH B FEEDARAR LT RT EXGHEAFEST fid2. AMPEILE @384 (AMP-activated
protein kinase, AMPK)& 4 47 i 2 Kift 69 XALA T 40T, Hhheifdx 5 PDaymBHAE R IAX, E3)
Ve A —FrAEh M T IF L, B89 A BU%E AMPK R B T 69 B 215 5 M4, B iR BB & paik g file
FE. ARSE B A TR AL B S % iRAR, £ % B (dopamine, DA)AEAT 22 LR R AR RAEAE A .
b, I AMPKAEIZ 3 576 PD W 694 B 34T 42348 | IR N FEARIZ ) 5 76 PDA) o F ALkl R4 FT 89
LA, 4 A TR VA AMPK A 32,8 69 PD-F #4035 52 38 36 2 ok,
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The Role of AMPK in the Prevention and Treatment

of Parkinson’s Disease by Exercise
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Abstract

individuals, which not only severely impairs the patients’ daily functional abilities but also imposes a significant so-

PD (Parkinson’s disease) is a common neurodegenerative disorder in middle-aged and elderly

cial and medical burden. AMPK (AMP-activated protein kinase) is a key regulatory molecule in bioenergy metabo-
lism, and its functional regulation is closely related to the pathological process of PD. Exercise, as a non-pharmaco-
logical intervention, can effectively activate AMPK and its downstream complex signaling networks, playing a key
role in the protection of DA (dopamine) neurons by alleviating mitochondrial dysfunction, promoting autophagic
clearance, and resisting oxidative stress through multiple pathways. Therefore, this paper reviews the role of AMPK
in exercise-based prevention and treatment of PD, providing new perspectives for a deeper understanding of the
molecular mechanisms underlying exercise interventions in PD and laying a theoretical foundation for developing
AMPK-targeted PD intervention strategies.
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AMPIE A ER I (AMP-activated protein ki-
nase, AMPK){E ~—Fp 8 Z 1 R AL 2%, 7R R 1740
e EARAS AU i E L OIE Pl PDY 2k
RINRERERS . RO RAT . M RS 2 ER
HEREFE, T AMPKAE U0 1 8 38 % (1) 58 A5, e
P e R AR AR & RSB R EhZ R -
W5 A VRV BEAR R G R AMATE N, AR
¥k, BENEN— M AT 1T B e PDE B i
EH&E N, BFARE, SIS sh A RERS 58 PD AR
BB DR AT RE )1, IEReTE—E R R IEs
PDERE ), BT 5L o, 1838 208 PD
B8 R WIAT R K s shThRERRS . 83 {E N T 1 PD
A AT B, HE R T IR et s 1
BEHRE. BHIEEET A . BELRATIRE
B i DA R A ) 40 22 JORE S AR 125, RIFM &R
PER, M IEZZPDHEEY . (R, BEEHLHIBT A
WrR A, AMPKFIRZ. 0o A H 25 i . 8%, AMPK
RIBHE S R ML, B5E S0 B
RE B VM FE S E040 0 Y AMP/ATPAE T, 3% 2 0%
AMPK i B3I AE B BR A2 . WEFUR Y, 1834 PD
BEARIEN W £ 25 4k, Wi S AW, IRk T
RE R A DL P A B IS, 38 7E AMPK A #I i J5 2
Y 2%, IE B 0E AMPKE A AT Bk ) S 5
PR LRVE R A, IR, AMPKE #5435 1 1
WHERE ). AUEIER I, 1230 AT sedE i s AMPK
ST, HET RS 2 R R R R, KRN DARER
2R EF®, R, %305 AMPKAE I8 5h B VR
PDH E AT ERIR, NIR N B R IZ BB VG PD I 73
THURSRAEF A, T R LA AMPKON#E £ (1)
PDT- T 5K B B9 7 BR 10 B Al

1 AMPK

AMPK @& — P e A0 s BE AR 57 IR 22 R /9%
ARG, CAE RSB R AU 2 38, 7540 i J %
KT LA REE T Y. AMPKZ—FMHa. B
iy S FE A4 R ) S R = SR AR, A o3 al Fla2
RO 7Y BV FEAT BUAIP2IE A, vV A y1. y2 40
YA, AN SR AR B A A 1R 2540 A Ty g b 4y T
HEAR A, M oA f SRR 1 7
BB LS, T PN FEEWHSE . AMPK
[y IV 3 6 0% IR 40 il Y AMP . ADP 5 ATP (1) #H %
WAL, BET 5 S ol 3 R A R AR, (it b

e oV A 1R B R AL O T I0E AMPK, 1% &
AN PR Bk -B-& B (cystathionine-B-synthase,
CBS)4E#)1,, H:dr CBS1. CBS3#1CBS4+& AMP/
ADP/ATPHI 45 & AL s 213X P43 1 45 74 B 8 18
Tk U EE AL ) S RS B () B S R R . fEREE

KA (UL AMP/ADPF = F ATPIRZD NFFAE) T,
AMP/ADP 5yl 5 45 & W] 5 3 oML 35 R A M R il
A, BFR MBS AL A AR, FEE R KMT,
ATPSE 5 VE S5 & CBSE M3, A 04 il e ik Ak I
Bij 1A 0 LI B Y FE 1P AMPK I B0 1k 8 T
HooWPEE Thrl 7247 s BERR A o 120 12 52 3] 7™ 4%
W, HASE ) R T, DA R S ) 40 i
. AEARH RIECIRAS T, 8 B R <5 AT 0 e
Bl(liver kinase B1, LKB1), #E i1k AMPK!,
MM Ca? K AR, FESEHE /8
R B 1 IO B B(calcium/calmodulin-
dependent protein kinase kinase B, CaMKKB) /5,
HET JE 2 AMPK B B0R A2 o 21 I 205 00D ALl
17 (cysteine dioxygenase type 1, Cdol )il i 45 /
5 1 B A 1 B 1 908 1T (calcium/calmodulin-
dependent protein kinase II, CaMKII)5 AMPK %
FE L R AR 3 AMPK [ I0E 15100, £E 980 B AL B
WL FEH, TGFBE LI 1(TGFB-activated kinase
1, TAK1)4" 5 AMPK I BERR AL 170 I Al 2 2 1 42
RGE AMPKRE WS B4 2 47 10 4 M SLBUE 5, RS
bR R AR, RN AR AT . fE A
PEACUT H, AMPK ] {2 2F 20 i o 4] 225 B i 3, =
BL 3= BP0 e 5 TH : — R e E AR e & A
4(glucose transporter 4, GLUT4) G\ B Jf i, — &
(i) FF 353003 sk PR SR W % - 1 (phosphofructokinase-1,
PFK-1)"*. {255 AAU o, AMPKIE i 5 % 1b 219
il ARG (acetyl-CoA carboxylase, ACC)f#i H
S i, I T ) A R ) A A, TR 7 ok i o et
B, FEER AR AR | R, AMPKR I
HOWE EEN . — 7, el s F7 R
HCH I PP s R LR 0 2 A Y 1(mamma-
lian target of rapamycin complex 1, mTORC1)f%H
PRI R R AE R e BT O S —TJ7 I, B B
B FR A AZ 0> B W 15 TR une-5 1A [ R IO Tl
1(unc-51 like autophagy activating kinase 1, ULK1)
AMBECNI, 1E 1% 3 WisE £ . ik, AMPKIE
TR ZRRAR A G G Bl 2 (Rl /3 Y Rl 2k
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RLAR B W 248 475 2R 1 58 BE 2

2 AMPK5PD
2.1 AMPK5SPDHH)ZRIATIRERZHS
2 AU B T e R O e R AR R 4 I 2%, 2k
FARIE I A AL ER 1L (oxidative-phosphorylation, OX-
PHOS)J F 2 fitfe . OXPHOSZ: 4 ROS, Hid
JEE 77 AR o AR A T 7 AR SR AR . 2R AR )
A PR AT T BN ATPAE B/, AT %5 3 ROSIE &
P A I ) ROS 34t — 2 T B 2 K 4 1)) R
B AG, TERCE G 2R 23, AMPKXY g & #Eu & B
ch AN i Y BE AR B OC B, itk HEI AMPK
X ERAATRSH R EFLW . LRAKEYRKER
T BTN 2 SR A W A S B O
AR YILBE K T 1(peroxisome proliferator-activated
receptor gamma coactivator 1, PGC-1)Z%ji% , H A B i
PGC-1072 AMPK [ i . AMPKIE LI PGC-1a,
T3 T O 2 R 4 4% 53¢ K7 A(mitochondrial transcription
factor A, TFAM), M {EiEZ AR DNA IS il fl 5%,
HEBNZRRAR LY R A . A, AMPKGEIE (i 32 26 for 14
e, APGC-1aMOmi k77 AR T 2 HLim B 23 3¢
HIZRRIAR 2% P9, BTN, PD3EPGC-1 T
U A7 T YA A0 B A P e R AR A P A B AR
AR TR AR, PGC-1H IR AR
1EH o-Synid Feak sl R 2 0 512 I DA RE#H
ZUHET, AT PDYR BRAEIR P, BRER 22 R RIE 5T
KRB, Wi AMPK VG YT SRIE e A ORI 7R,
MIMHELEPDIEfE o BT FCR I, £E1-H2E-4-%4E-1,2,3,6-
VUM RE (1-methyl-4-phenyl-1,2,3,6-tetrahydropyridine,
MPTP) 7 T PDIEAL /N R, A RE B8 I8 S ik
= 2RISR F 1(sirtuin 1, SIRT1)/AMPKAE 538 B K ik
BRARARTREEG , BE M IRGE PDIR R P, 5
ALY, ERie H o EY MLSAL B e 2.2 H i
MPTP% -3 ) PDREAL /N LA Y AMPK IR, AT K
HURAEM LR, IIHI 2R AR, A Ry
YER P9, AMPKI&IE I 4% H A 1) B R RR L AN
H ST [ 1) R M B AR Th g . Aok | g
Fe — P I I PR SZ A e R4 I (R I (i 2R T PR B2 b A
AW E R, TGRSR EE A X 2% Joi B 55 5 ) A B
00, RN ULK ) #ERR 1L, AMPKBERS(E1E R4
TR BT 51 5 32 4 2R A4 1 N T B AR SR e 1 2ok 14
FWE P, AMPK ORI 18 1 B IR A0 SRR AR [ 1

(mitochondrial fission factor, MFF)FFiii% 51 /1 8 F AH %
5 [4-1(dynamin-related protein-1, DRP-1), 5 £ f {473 54
HHRAA H IR AR, NAERrgafpe B e s 54
FifAfERRE . RN, fEMPTP 31 PD/N AR AL
FREFBHIE AMPKIE RS , 3t (e gk 2k 5 15
2 K7 #5355 [R T EB(transcription factor EB, TFEB)14%
G, R S 1 AMPKOE I ULK LB FE A 5 A O,
1842 MPTPXf DARERHZE TC B MEARAT , [F]IF IRcAR A
NER AT A SRR R,
2.2 AMPK5SPDHHIE R

LR KR LT AR s 2 ROSTY T ZERUR, 4o fk
P A ML SR BT 1k ROS T 45 17 H 4 R 2 R 4
AL R RS, T 40 Th e B 4E 4R L SO
LRI R, A 8T SR AR = A 1 ROS 7K P (1)
o M T R R AR R S AL S 2 40
FEON AN MR R o AR A, IX 2R A5 BE BT DARE
Z 0B AMPKIE IO SIRT1/PGC-10/ XK AE
# 1 O1(forkhead box protein O1, FOXO1){5 54, F
EFEA M H IS AL Y (glutathione peroxidase,
GPx). AN E AL (superoxide dismutase, SOD)
Joid AL S (catalase, CAT)EEAE N 12 MR TEST
AALEEI Rk, B RO DROSHIAE RS, AMPK
A5, Rt ROSIK 22 Bl 2 iy, 14T 1 528
ROSXT AR B/ o 2%+ E24H G A7 2(nu-
clear factor erythroid 2-related factor 2, Nrf2)4E #7451k
I JoR P48 I OR AP A D 4 32 SE A0 . Nef238 % 7276
JE 1564 T AT HJsi v, (B B s T A RPN
SERFMpEZY . —BS5PEN RN oSS,
BT 2 M PTG B[R4 L2023 %8 -1 (heme
oxygenase-1, HO-1). SODFI GPx]JZRIA, Wik
H 2. AMPKIE R B 10 Nef2 {2 it HAZ L AL
BET FEARROSIK L 4L R PR, S0
AMPK# 2% 7] Ge A i PD 48 A0 SO — Floia
ST k. WHFCRIL, £ MPTP% S () PDAS AL/ R A
e JI 25 1B JE 2% J7 IR 9T R I 0% AMPK/Nrf2ii #%
et HO-1/3R18 , BARRINSCIR IR ES 2 IR 2 AL
(tyrosine hydroxylase, TH). p-AMPK. Nrf2#1HO-1
HERIEKEE B, B/ B AETCAHT g 56 A
HeSEI AT o B BGE DY
2.3 AMPK5SPDHRIHE SAE

/N T AT B A X A 2 FR G PN B ) O A
FEANM, A4 MU M2 RS . M2 AL BLAT Bt 4 A
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YRR R, X TR IR S RARE R RE
B, /N AR i, M2 2 S A M A,
M 1E Y 01 A 40 B PRI 2 AF T B30 eSS
SR, BERIES S EAMPKINAE S, 1T AMPKIG
PP 5 0 Bl TN S A0 i 1l e 6 M2 B AR Ak, BeL,
2 R 9 0 R AR OfL 5 e 1D 45 A R D e e R
2240, FESLEE RGN, AE R —E A
(nitric oxide, NO)5H EYIR 7 Ti5% , i il sH
FEE PR, fE6-F2 KL £ U (6-hydroxydopamine,
6-OHDA) 15 5 ¥ PDAAY | i 58 14 40 PR 5~ 4 IL-1
IL-6. TNF-ofIINF-yf7KF-Ft &, 13T 48 - 4n e R+
IL-10/ & E/D, IX R A R4 I B s
ZRGRASRELY, Ak, AMPKALE KA i 1% 4]
“f--xB(nuclear factor-kappa B, NF-xB) 1L, M4l
I JRE S BB, #EMPTPE S (1 PDRL AL /N B, A
o7 R ASIE B AT LU T AMPK/NF-xBIE %, MM ek
3 PDAICIZEEIR, (R DAREMZ T, Fb B i
hE AL /N R R 4 4. AMPKGR S 2 5 1 55—
BAF R AMPK/SIRT 1 5l % . HE s, M5l he-3- F
AJ T AMPK/SIRT g % , 6% PDAS AL /)N B (1) #4148
RGERAE, A, AMPKIEE T 1] NADPHA L
fitf NADPH oxidase, NOX)/" 5 ) ROSA= B LA f2 i /b
17 G —S L & & B (inducible nitric oxide synthase,
iINOS) /™ T FRINOAE R ek 78 hE)
2.4 AMPK5SPDHH B Mk s 1

B — RO R Y. a0 R ALK gy T
iz B B AR AT 2 RN AR W ()RR . R B
M2 PDIIRINZ —, F a-SynTEM N & .
W) — U AR B, KRB A& tricin AT LA
T AMPK/mTORI& &8 /b H W A 3F 5 Wik A
KHE[H -7 (autophagy-related gene-7, ATG-7) K i
) a-SyniF bR . HUEHE R B, AMPKGHE o i 1L 1L
B ULK L, A #0H] mTORC 3% 4, FH b 3L x6)
ULK 1 /E A, 38 02 8 ULK 1A 5 0 6 %
fRid FEUe, 7E PDREAY A — BN 1 2 % i 35
BEJE I 1T AMPKAH B B T W, RIEM&
9 1ER . o, EL-GHAIESHZ: W 5t K30, £
BRI 5 5 (0 PDAE AL /N B, FEORUNCRE B 0
AMPK/FOXO3 %, o435 /) b 7E e 4% ¥ A+
MR 32 B ThRE, I 0 25 38 in 22 5 R0 SOIR AR X
I TH R #h 22 o0 B Bt i 1 28 1 0 o 0
AMPKIE 40| mTORTE M2k 175 5 H W, 31 R I

LR EES, JEAh, CAOZE W FEIESL, Wis
AMPK/mTOR/ULK 13l #% A i iz {f¢ 3F 4 44 - AT P
HOIVE H R, 8 a-Syn i 3 A 4005 3 A2 4k S A
MEIZBhThREERS , /£ PDR R AEM LR EH .
I, B AMPK DB B WO B 2 — MR S
[IPDYE T W R 7 1]

g5 b, PDI KA S REN RZFNER, B H
W5 S L LRBIARThRERRNS . AL S A S IES
AMPKGH IS R RARFRES . AR, AR %
SESEOCHEE R, AT Bl T 2435 PDAAH G 3L
I, AMPKCAPDYRYT I S it 1% 1) L%, AMPK
Je FARRAS 510 1 1T B S PD IR AR VR T #E A5 .

3 AMPK7IEsNFGAPDHRIIERA

WEFLR I, 75 N2 PDINFEAS 1 AMPKE M 2 5
AR5 AMPKGEER /N R DAREARE e H = B 2 Ik
NI IZ BT BE RS, T AMPKIS 238 U -4
T DAREMZ TGS SZ R N o-SynfH R I FEHEAE Y. 2
B FEUA N e R TIRES KA U, £ BEAMP/ATP
H_ETFRLAROS#AME %, X —id fEH, ATPH) K&
THFES: 51 N AMP/K T Tt 5, Ei fil 2 AMPK )
e BEIEN—FEEAYTITF B, Reie A RS
AMPK, IR R R T RERRAT . 1 58 1 W R AN
I BRI 2 408158, 1 DABEM A LRI K
FESERAE FH, I AE 2P -
3.1 EEEIEAMPKEE LKA THAE

1R (1 T 4 ) A T 2R A AR A
BN (A RS A= H N EER . Lk
PR A B AR B3 7 AR T R 2R AR S L2 4y, B AR
A R 2 K7 [(W1 SIRT3. SIRT1. AMPK. PGC-
las FZPEI R F-1(nuclear respiratory factor-1, NRF-
1)~ NRF-2HI TFAM) %l . 7EZebifkd, PGC-10f!
NRF-1. NRF-25 TFAM&E & DLBIE 26 ki 8 DNATY)
S RSB RG2S R AR
HRORK IR, HH P T (A0 22 2245 B 1 -1 (optic
atrophy protein-1, OPA-1)F14M 5 1) 26 b 44 fil 5 B
[ -2(mitofusin-2, MFN-2)ifi4% ; 2R Ri1A 52 50,
DRP-1 2 2 Rifd 73 24, 4 Ty e R i (1) 2R KL 4 2
Bk, MEE AR sRIE . RS RE,
W05 5 8 A [ PTENE S (K5 € 4 1 (PTEN in-
duced putative kinase 1, PINK1). E37Z 2% & &
Parkin. [ Wi fE 2 88 [ p62] 1 Th g B A5 1) £ ks 14
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i IR, A SE B AR O R T [ E WA O
5 A Beclin- 1 FIHUE A 5SH H 1528E 31(microtubule-
associated protein 1 light chain 3 II, LC3ID)]/E k% H
PRBA, BRI, I BUEPGC-10, AMPKAE i3E £ i
REEWE i, WS TFAM, MR 328 R AR DNA [ 4%
SR B, TERER PR T, AMPKIE L B R
O MFF R AEAE R, 25104 i 57 i) DRP- 140 55 2 2k
RIS, f AR S 2R 1) 43 B0 72, 3K — L
BT AMPKXS MFF [ 8§ FR AL 38075 Y. REZAEE
S ORI, 168 I B ML 25 (5K 25~50 min,
REJE 5HK, JHFE : 15~21 m/min) 7] {# 6-OHDA % 5 )
PDE AR BR e R4 D e Pt Sl 35 el s, BARSR IR
SUIRK AMPKFIPGC-10ffimRNA ZZik Fl 45 [ ik /K
P52 Ei, SIRT1AI TEAM ) mRNAFIEE [ 7K
W R E T AMPKAE N OREE I Ae R3S ,
B AE A PINK 15 Parkin () 3855, AT 3 5 28 4 14
H Wk . HWANGEEPI TR B, 8 JA i B A8 WL I k(5%
K40 min, FHSK, HE: EFFE 15 m/min)5 R %)
A[ {3 MPTP 5 1) PDAERL/N B2 3l P I DO RE R S 55
FRE, BRMSURIE a-Syn e ik /K F B AL, B
PRZR I A PINK 1Al ParkingRik /KF 2. 3 Fi, p623&
oy e T
3.2 BEEHCEAMPKIRIH B

6 ) 5 50 2 B i ULK 13RE , 1fi mTORC 130
il ATG-13 [ IRt 2 5 8 ULK 1 & A 443G 1 R B,
N T 5 28 1) 5 s B0, i AMIPRCGE 3o 1 R A 08 0%
ULK1, PALJE 3 B W, JF 4% mTORC1 ()7
PECT, LC3IIHE iz MR W AR 1 B ) O B A 75
Yy, HRIEKFH T =40 3 WS B LC314t,
LA W AR G B B B2 Sk BE 1 p62 Beclinl J2IR
Bt A4 #H 2% )i 2 1 2(lysosome-associated membrane
glycoprotein 2, LAMP2)JFiA45 4k, tH ] {E A TVF
ity 1 WG E = A Bh PR AR . AR, A [ W A4 i
L5 T A R R 5 T o L W A A, G R SR IR
T T 1 V5 T A7 il 1) A I B, 5 B I 1D T iR
FIH . KOO%E PSR FLR I, FF4: 8 It H 25 ML 25
(53 40~60 min, &FH5K, HE: 10~12 m/min) 7] i#
BTN MP TP 5 1) PDASE AL /1N BRI W3 30 K PR A
o-SynFKIE K, IR N R 2 hkEng, B
1R RN Beclin-1 A1 LC3IIRIE KT & T &, p62
FIEACT B EBRE . JANGEEPIF Fi R B, X MPTP
75 518 PDASE B /) B S i oy 1 8 & 11 v 4 5k i 20

MUY 25 (B K 60 min, £FF 5K, 3 : 10 m/min), &5
FRIL, INGhJa B8N R IR 12 3 Vi RE 143 23R 7T,
RUNEEBIRBRIMEEZELK; £9 720 L,
M a-SynfFIEACE B E N, E W EGE, B
Beclinl fILC3IHRIA) 2 B, 11 p62&iAKF
TBE FIRE, VR AE bR Y LAMP2 [ R IA
KERET &
3.3 EEEAMPKITE LRI

AH ST 7, ROSHI AR R 7] #i& AMPK;
i F AMPKISIE AL B )5, 2600 1K Y ROSZK - [ifi
ZPEAR, X i R VE T AMPKGE i 0% i R T
PGC-la, #1i% S@H CAT. SODZAEW I £ Fh
Praafb AR R Rk B A, /£ AMPKELPGC-1a
BRI 4l R, 2Rk AR ROS/K T B2 s B, A
SR, ROSHR 22 nl i i AMPK fift & 4 46 T
PGC-1aff Pratb N % o gKiG i O 5o R B, XF
MPTP% 5 (1) PDE AL /N BRIt A 1A 6 & 114 e o P
V8] B Bk 25 (REVR 15 min, &R 39K, 83158 N
80%~95% I K02 ), BE 53 SUE Lz sh Ul 5
Heap@ ik, 17 AR R RN, BN RAE
W3 O TR B R) R 3 K, R T
B B ) 3 3 G, e A A5 B B (R IR 3 A K DL K
SRR B B E N, At — bR, B
INRB XA R EN L, WEHENGE,;
AL BRI R I, 43 e H K (glutathione, GSH)
HISOD Kk i 2 N ) F e 98 5% 5t A 4 92 B 7E
FAR KB N B JFEH TH. p-AMPK. SIRTI,
PGC-lafE HRIE W E L.

gi LA, i28h T R i AMPKRIE K,
WO AMPK S HLAH OGS 5 i, 3 i ok yel 2 b A
Dinelsng . 2t BiERR Wl E . R AR
S5 FPDAH AT NI RERERT I A (1) -

4 NESRE

AMPKAEIZ Z) 7 ¥ PD 38 45 A v Bk (1) <73
THRAL f 0. 12 3h AT REE I 3 AMPKAE 5 18 2
IR PDAT A T HEFEAT o

H A7 K 2 B0 S 90 5 BR T sh B2, e AR E
PAERT L = o Rk T B 2 NARAF T, kil PD
IZ AT G AMPKIE 384, R ILAE A= Pbr £
7. WAk, IR Z) 7 e ReieA R H 22 4 Hhisos
AMPK, BT~ A AR R 38R, 576 R AR R
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