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Abstract

seriously affects patients’ daily life. MCI (mitochondrial complex I) is a core component of the mitochondrial ETC

PD (Parkinson’s disease) is the second most common neurodegenerative disease worldwide and

(electron transport chain), and its dysfunction is closely related to the pathogenesis of PD. Therapies that targeted
MCI dysfunction may be an effective strategy to delay the progression of PD. Exercise can effectively delay the
progression of different diseases and improve daily life function and related behavioral dysfunction, and one of the
mechanisms may be mediated by up-regulating MCI expression levels. Therefore, this article reviews the role of
MCI on the pathogenesis and treatment of PD, with a focus on the mechanisms through which exercise may confer
protection against PD via MCI.

Abstract  exercise; Parkinson’s disease; mitochondrial complex 1
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o ISR UKL, A IEEhIZRRERZE PD
RN B R A T RERRERS, AT IR/ DAREMIZE 0 2%
RANBCERR RN AT NI RERRASD. DRI, B
2338 MCIE PD A A R FEAIIG T T AR, B R
MCI 3 IPDIZ 5 it S HmT BELA o

1 MCI

LRIk ATPH = A 2 18 I L 115 i 5 (electron
transport chain, ETC)"H S LB 1L (oxidative phos-
phorylation, OXPHOS) ) S AT ). ETCHI 4P 5
G (ZEWI~E SV IV 24 8l v 7 AR 4
Q(coenzyme Q, CoQ)[#it /K UQAISE /K MEAN L =
c(cytochrome ¢, Cyte) 4Lk, £ T Z& itk N JEE (inner
mitochondrial membrane, IMM)"%, MCI/& ETCI %
— MR G, HA N 25 4 (reactive oxygen
species, ROS)fx H Z 1)/ 1 # ', MCIt /2 ETC
HEE ST KM (41980 kDa), H 454 H I
. 9 MR R A (iron-sulfur protein, ISP)(Fe-S)i%
AN R A% R (flavin mononucleotide, FMN)
TR, Fe-SMIFMNZ 54§ NADHZ CoQff
MRS, o 45N TS 44 B B - 37
A% WE A% BE 1% B2 (nuclear deoxyribonucleic acid,
nDNA)Zm i A1 74~ 26 ¥ /& DNA (mitochondrial DNA,
mtDNA) i 5 U213, MCIfL & 741 mtDNA(NDI .
ND2. ND3. ND4. ND5. ND6FIND4L)Zmh%F174
nDNA(NDUFVI1. NDUFV2, NDUFS1. NDUFS2,
NDUFS3. NDUFS7HINDUFS8)Z i 4% 0 . LA
B3NGB A, | A% 0 WP S A2 FL I T B ) DG, T
DA A TR B S I AR S A
S, H BB T A% O ] ], FEAE 8 X I8
£ 4, MCIF) 74N B K P IE 3 (ND1~ND6 f ND4L)
I I 2 R AR AR AR e BCAE D S R, SRR, B
nDNAZ A5 (1) 47 4% 00 MV 55 75 20 40 i ot 1 i 3R e e
BB LRRNER . fE A F, mtDNASKYR 15 7K
LR BT DX A AZ OB, T nDNAZR 5
(1) 7AW 25 DU 7 40 JE] X380 Rl A B M e A S 4, 3
[ ) 5 A% MCTI ZE R AE 22, MCIAI ) BE AL
NADH. FMNUL JzFe-S55 558 T RE o, e FMN
TERNFEB T g EE, 85 Fe-SHFE w45
A, Bk FMNS R b 1~ 52 44302 i 2 [8] (1) 1
e 1 % 1) R 2 T I TR B, MCIAE 28 K7 ik
IR i rhk 5 B AR A, /2 OXPHOS-ETCHITIA

m, HH2A T AFMNA 3, I8 Fe-SHEE 14 i
BB, [FINBXE] 40 55 IR A Bt J5 44 6 i 45
PR IRIRE, , B e 7l B SR TS B A4
IV ZIRAL I, PR SEEL10A 51 [ 5E [ B5 i A2 i,
H A AE PN I 9 IS ST LA S T B T . R T
fili A7 H 1 Re il B AR VR e A L], 3KEh
ATPIIAE G A, 2, MCI— B2 45k 23 5
FEAR A AR (AR, AL R T Ca*t il
T ARETAE S T), &R EAIRALT:

[17-18]
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KALOGEROPULOU% P/l CHEN 45 Pt 7t Wi s
5 i X R ZHAR L, PD S B AT 4E 41 il MCTE P &
HRRAK, ATPF R0 . e, IEHHE R R 57
0 BEZH AR EE, 1761 PD S8 2 AN i [X 1 MCT A s 4
UL ZEG > B, FAN, 2RI, 76 PD
AMEIDAREARZE I SNpe by ik i L DNAGERE 52
BARIMCTHER g 24290, 3 F MCILE PDASE R 54 11 A%
WAL H I AR IE . B AR, R % 3 PD
FEAL /N B MO PEBR AR . 2Rk i e B =2 481, AT
1R TIDAREMZ R E E R, AL/ R AT 3)
IR G755 PDAH AT NN Reefig . MPTPYE Ny —Fipf
ZartEH T PDEREA I ES. TRV, MPTP
TERN 223N 28 A= Ak A S AR P~ MPPT, L
PP K DARL SR T IS 2 4, (R Z 8 R
FPEE LT DARRAIZ G, HE M0 HIMCI HL %
BIIRE, 51 R BRI N ROSBIEE R A B, 5%
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WF eI S AT 14T Bh TP LB AT MR AR, P 5IEDAfRE
P ICAR M . A IR IR, MCIZORERRAS 1] 5] & PD
Z FEIRELRN : (1) NADHA R S 2 NAD/NADH/H
TR AR SRR AT P (2) AALBERR LA ATP
¥ SRe ALY, (3) BT A SR BUE B kL A
FEL AV (mitochondrial membrane potential, MMP)F#AIX,
CytcB B S AP 4l 1251, Ak, MCI3 BERE
534038 1 48 i ROSZE B A A 45 28 1 /K T, 3 4
L RIE . a-SynZREE S ZR K14 Ty e B i 45 BUm AL,
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TEBCEYETER, B &g PDREfR P, 28 1, MCL2
PD £ FhEUHE ML 1) DS BEAX A, MCLE) Rgfefg v] fig 2
FHE T DAREI & R R AR IERG . ROSHA R LA
SRR, B 5 R TR AT Rk,
MCIZh g FRAS7E AE L% PD( 534 AT B4 ) itk FE v ke
FHREAEH . —DllE R R R, 2B R
TRTT I PD AR MCTE T AP IR 2 1) 56 . 25 18, i,
AR Pt E A . —SE A B A AN B I
FP> B AN, —FORIRI Z By R & A
S HE 5 2 =y PD AR 5 2R R AR P (MCITHIAT R R & 1%
Bl e o BRI AR SR R 2k A& ATP™ 42 3 in DA
SRS B B FEAC ), FEHL AT HE i i B0 S 4 -y
HPE R -1o(peroxisome proliferator-activated re-
ceptor Y coactivator 1-alpha, PGC-1a)P*, lb4h, 75,
PR 5 5 ) PDAR ALK B, AF 2 B (Fisetin) V67 18
Tk 2L e £ R T O MCTIS 1 R o) S 38 53 1 AR
B LE AR 156 v 32 B D RE R AS , F0] 1 284 BRI
DA ME E AR RAR D REfRAG Yo 2R b, 2900R )T
T R T MCIVE 1 032 MCTIRE , T E50 38 28 4 4
RE A A E 140, v PDEGYIBIG St 18
1R .

3 EEI5PD

&5l — M B A AR HE 25 MG )T SR, %
PSR (1)38 397 IR AE 0% PDA RAT N D e PR A5 7
T )RR AR A FH Bk Bk 52 3 0% . A8 8l 2 PDE
P )% e b 77, B R] G2 Mg PD AR IS Bl RE IR A 3 5
PDEENFIDIRE . & BB IEIT 22 (American
Physical Therapy Association, APTA){E . PDIIf IR
SR B T SR VD BRI T T PD AR St A5 i
JF & R I 05 8 (60%~85% HRmax), LAEK
AR BT AIIRER RS P, HFRREL, R fE
FH AR b v 45 5 2 vy o B A AR B AR, ZE I AT
A 82 B AL 45 5L - )R] R RE ST PD AR
HHLATRE ) P DI RE AL, JRE — ERRTE
EEGERY . RS IR, K H D)
T B HE D HLIINZRET, ok B AT 208, Pl
K EIZF O AR AT B, Ak, FEARLTR
KPR AT B HARTE B A s g, ki, ek
B PRERAE HA BRI IT AU . Bl 2Rt
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577 2\ AT DUE B PD A [ 77 ok 941, -~ A7)l 2k 2
PDSEFH W HIGR T KRB AL 7, BAESCE LHE
il AT e 1, I TS 8 B . BT X PD & 4 (Hoehn
& Yahr 7y J1.5~3) V-7 ) FE 521697 AL AT LA HF
firRe JI NI B BE /) 835 B35, 38 W] A B iz Bl 40 )
RE T WM. I AER, KT B OB PD B
FHRAT N D e B bG 52 1) i S ORI % o B 5T
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REJ) DIReM B SRR SE P W& G, AR
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] 2 3% 003 PDAE s s hae . A, P
Dhae RV, HATa bR ocas B i An-F 45 Il 25 58 A
U, peAh, ERAE . BRI KA T PDA
B REIRIT, FHOESRAE S PDEE i /3h 5 °F
rAe 7 Dfe R g AR i ) & A 7 T R s AR
W) R &, BN v B3 PD R DhRe R I A 2L
Az —1,

Zi b, ZMHa s TR PD AR B o Y BT
FERRAL. SRT, H HY M Sk = o B B BEATL IR
(randomized controlled trial, RCT) B #fi ik iz 52 Y
Xf B B E D RE R IR A R, AR T @Y KA
it — P HEARZIS .

4 BEEIEMCI

W AR B, A 4008 30 7T 5 1E 5 G U 2R s P
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RN, BAYODSE PO R LB, KA B R
B8 BRI, FE: 25 A E A /N R E X
MCIVFE 1 & 2 890, ROSA B/ . MARQUES-
ALEIXO% PUBH LRI, & iz sh fil IR i #212 3))
(60 min/7, 5H /&, FrEk 128 ) Al K B Kz 2 A0
/N MCTE 2 7K P 386, S8 B 0K 7 2 35 PRI .
F4h, LUOSE PR F o, KHAIIEK Ik (SR /A,
30 min/ K, FFEE 10/8) A fi 2 4F KBl 5 X MCLIE
PER IS, A NI T R R AT B
L, AN, EREDRE N, Bt AgiE T A MCT
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TG N B2 T IAATRE 1. BOSE BIREST R IHL,
KM SN 2R (SR, 11 m/min, 30 min/{%, 3
20 & ) AT AT R PR i BRO B /N BRI T X MC I
BESE R, ROSAE B/ LK mtDNAF AL 8%,
P/ BRI 2 2] BE I RIE 2 RE 1 BB TG, e Y
REARLS R RIL AR B AT N B, 3
T ST AG () OR BV AR TR) 2 e K

M2, RFASHEGRE . PR, R E) iz
BN I 2538 1k 8 5T MCTIE P o ik T B8 2% fil i 42
BImit e . SR, S FE A A A FRRE T
MCIFIE ML AR AN AT

5 MCINSHIPDEEIG A

EPDH, A EHE R BAMCTIE % R f 2 {2 3k Cyte
RV, A8 ATPI) 7 A kb . ROS 7 AR K& 3G N
DL S B A 45 & 1R 3, & S BRI N BN R
A B AR 2 T B R AR D) RE AT, AT
FEROSHI mtDNAGR K RAZIE N, ki A ROSHENH
o-Syn, T o-Synf) 7 # AP ™ A 1 # AR H 3 —
ST R AE /M , 1% e BEAR AR IE ] B T B0 T N
ThRERRAS . 2% filh Th e B S DL K MCTI) 3 g 52 E40
H], /MA@ i TNF-a. TL-188IL-6%5 4 I
DRI 7 0 2R SRS /N R A L, AT 32 BUR 28 98 i
RAFHE LM T, thAh, Parkindg (1) _FUEH T
i PINK 1/Parkini 14 1 72 28 W04k B 5, 4R R 2800
AR, PINKIFER SR RN 2R AR I B T8
DIz, FELRLAR D RERERS, BT InE #h £ T aE
T, Mt PDIIE K e, B4 5| K PDAHRAT N
IhAERERSEY, MICHUANGZESIHT 78 K B0, 44 (1) 5
HLUIZR(30 min/K, 7 K/F, 15 m/min) ] f# 6-OHDA
% 1) PDAEE A K R S0 AR MCITR A /K1 i 2 F,
W T ARtk Thie, FRAC 78 N OKF, IR DA
Reph 2 eig R8 T B E G, B KRS A S
(R BB 25 KRS A 7 T ) 43
B 7R, R 5 B e I 5 2
/b . FERREIRASE DWW FLR B, D9 18 1 i 22 L
YIZ5(40 min/ K, 3K/, 10 m/min)#) 7] {#6-OHDA
P 1) PDAEE B K SR SO AR MCIER IR /K 18 25
ALK B AE A A R iR Borigsh 1
A S5 BTt iz sha )i Ja i PSS 5UE 2 00E
DA B o] 1 P P i e s T o ABE 28 A BRG0Pl 0 I 5

zi b, sl el B MCIR L /KT, 8Uf
ROSF=A /D, PR o-Syn w RAEMFFEER , 1
T TNF-o. IL-180IL-655 480E K 7 B3R IE, HZamid
PUEARIEL. DLk IBRERARDIRERERG S DI Re
S PDAT NI Re RS (1) 2 (B 1) (R A7) 75 ZA0d
— B FTIESE .

6 NESRE

MCI{E PDHPZE 20 . LR kiR ThBErEng . &1k
RLEENLE] AR e AR, BRI, X MCIFER
N TG R PD IR TT $ 3 1) B8 A 4l AvE e 76
JYR . 1BBEN PDI—FAEZ )T TF B, 7T &
=% PDEEE M ORAT DD RERREAS , mTRE I i
V(0 By & S INTTE E RG2S S i R AR D&
SRR T RERE AT SR SL LI o T I AT 75 B fdt — 25
(IR FEAE S o

AT SR RS A ) iE sh Il 2% PD
s MCIF I 2 B A FE e 2 %2858 35 X% PD
R MCIIAE WL SO EAREITR ? AKX
16 i) A 7 B — P IR R A L. Bk, IRER
MCI{E PDiz 5l 5 ¥ o A H AT e 2 Rk B7 v PD#T
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