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Abstract: This paper describes the study of mitochondrial dysfunction in the brain of Alzheimer’s
disease (AD) and provides a theoretical basis for the prevention and mitigation of AD. AD is a
neurodegenerative disease. Mitochondrial dysfunction induced by Af deposition in mitochondria is one
of its pathogenesis. Mitochondrial Ap deposition caused the increase of mitochondrial oxidative stress,
weakened the mitochondrial biogenesis, induced mitochondrial mediated apoptosis, resulting in
mitochondrial quality control imbalance, and aggravated the pathological process of AD. Recent
studies have focused on brain mitochondria and found that exercise can improve mitochondrial
dysfunction in AD brain. The specific effects are as follows: exercise can reduce the level of oxidative
stress in the brain of AD, promote mitochondrial biogenesis in the brain of AD, inhibit the excessive
apoptosis of mitochondria mediated cells, maintain mitochondrial fission and fusion balance, and
improve the autophagy activity of mitochondria in order to prevent and alleviate AD.

Key words: Alzheimer's disease; physical exercise; mitochondrion

FESES: G847 ERFERIZAD; A

JRRE A I B Tk B M ph 22 b B RE L, — BLER R T &

B R R VEERAE ( Alzheimer’ s disease, AD ) J&—Fh 54F
WA PR ZRAIT IS, %R K T2 AEat i, Hym Wk HY1: 2018-05-17; 1&iTHI: 2018-09-14
B I B AT B —FE B REZE F1( B —amyloid, A B) G H:FER A RBEA R EITHE BT (31571225)

DBV BB AEBE . 1 R fau BRI M2 2T

VYEA TR TR, 58 382 T A 0 IR T 1 Sy W e R 119 32 3l T
i, E-mail: bxu@tyxx.ecnu.edu.cn; 2= £, 5 75 1+

HEZE LA 2T AT A, ol R B 2 2 LA Ak BRgeAe, BB AT 52 5 B0 R, E-mail:
SRES T, RIIBESAN , AD M £ 0 58 il 2 45 1) Baixial i1990@126.com; A4, I, fEH+ BRI, T2

CHERET ZAMAMNYA B YU, IR K, AB AN

WFFC7 ) A9 VA 7555 3 5 B0 (e HE E-mail: 1298361549@
qg.com,

ICRFEANMAL, i AT BE LRI, 3 R (R T hE PEH AL LARTRITIRS: 95 D AREETAN 51z 9 T B 20T &1

[ TSI E#E200241; 2 4RI R KT SR
e, 1 200241
e > — N ap = = ==
il A R 22 O R FEREAIML , 5 SRR ATPAERF 41 East China Normal University, Shanghai 200241,China.

72


mailto:bxu@tyxx.ecnu.edu.cn，15821132847
mailto:BaixiaLi1990@126.com

TR, 4. mahiEd IR LR R D REF FIZ AR AD RORTTERE

ARRAE AT R M ZTT . BTSRRI, SORiRNA B UL %
VIS 8IEL Ve L TR NUE U ST -22 R R A A € |
ISR R A", FERERARA A ML BE P T,
SRR RS KA, BERARZORIA [ WIS P — R
SRR RERRAT , I FEADRE BRI

ARk, WIRERM, B s BT AD N A B UL
R0 B a1 ORI, (e R i 2 70
ST, REAIINEE, DUZRL A BT, B K
iz 2 AT 8 AD I ZRL PR D RERRLA , RS 3 1Bl AN G2 i AD
e

2 BIRRIBERAE S KA R TIREPRRS
2.1 ADJE N Z A BAC R B An

A B E S LA IMEZ 81140 ((Translocase of the
Outer mitochondrial Membrane 40, TOM40 ) . ZhiiA iy il
B8 H23 ( translocase of the inner mitochondrial membrane
23, TIM23) HEZFEE BLPAET, 5A8 LA

(amyloid B —binding alcohol dehydrogenase, ABAD ) %54,

HJ55 Complex VAR AL, B/ O RCHIREL, 1
IROS ™ A=, Bl 2 Pk N B4 i Bad A AL 7™ 9N — i
(Malonaldehyde, MDA). 4-¥23& T4 #8 (4-hydroxynonenal 4—
HNE) . 8 - 427 -l A % 4F ( 8-hydroxy-2 ' -
deoxyguanosine, 8-OHAG ) I & 1k B 4% bt H K (oxidized
glutathione, GSSG) 5 AL F=HI7K F3 =

TEIER ABAMT, HLRA A ROSH, Zokifhk i
MBI R IR, DA ROSTS BE 1 N Bt fig
B, HEFIBRDNAZ L, BRI, ARSI, PEBEEA B
AUTRE AN, AD/INEURI MDA | 4-HNESE k=1,
BRI LB (superoxide dismutase, SOD ), i%Afb &
(catalase, CAT)SFHTAMLMERY TG TERRAT. AFF0ERB™, B
Z RIS R E A LG ( manganese—dependent superoxide
dismutase, Mn-SOD ) FEHT ARG AT SN A B TUELAI
taudf FHHIBEIR ALK, TE R “BPERER”, IEEADR)
RIEAAL . 25 TR, A B UURAT 5 R LAAROS ™ A 4
%, BUEMPZ TR BT . BT DNARY AL Py
Z, PUrEILERGE TR, SEADIK N ARIEUKE- T
2.2 ADJiE N SR M K R F

20 i RE B SR A 2R AR B ATP P AR I, (25 &
LR E Y R A . — BRI A Y R R 3, LR
5 DR 2 A ZRORLAAR Y BRI DNA - ( mitochondrial
DNA, miDNA ) &l FIfEst, 5IURZRRRZY 5K, Ll e
PR REE AR T K . miDNAJE A0 7 T 20 M A A M g i — 3
e, REMEATIRSZ S B s A B AR, X4
PR R A T B BAEH . Podlesniy 55 R HIE 1
5 BB S B AT AD J2 18 M A R A 5 AGH 4 3
mtDNAZ AR B 2, X I I AT & A B

BRI MR A3, X —IZ FREAEAPP/PST/M R
O VRORT B JA P AR B T ETIE, 3K R ADJIR P4 2848 K ZZ 45 1)
miDNACEIG IS5 A B VLB G, fEIEH AN T, X
mtDNA 37 1 Bf , 2k K7 fh 8- ¥ & 19 180 14 DNA B 17 i 1
(0GG1) fEEFHAMEE LI FELE DNAREEME . 2R
MBFSE & B, AD B ik A mtDNA 32 #3147 35 #) 8-OHd G
FERBEIN, OGGUIEYE FHE, miDNAZASZH BRI, 42
RADIK A B U | taufi 15 FEBE MR 1015 & Lokt AL
ORI A B AR mtDNAE 52 W06 1, e 2 BAD i Y
mtDNASZ S BRI £

I AR Ak P B8 TE Y R OTE R 2R y BE T L«
( peroxisome proliferator —activated receptor <y coactivatorl
o, PGCl o ) BERREY KA () FZIEH -, A
AR R, LRI AE YR AR IR, PGCla
F S AT A T 1802 (nuclear respiratory factor 1 and 2,
NRF1. NRF 2) JZRifk%% 54 K7 A ( mitochondrial
transcription factor A, TFAM ) Xk RGE (T4 . Bk
FE s o BEFE R B, TE5% Yo Aa APP R DR (% 20 Jifd v % 30
PGCl « . NRF1, NRF2, TFAMZiA N, AR VIR Z,
FERIPCCL a Rk HA B TIBUK P RAMIC, XRUAB
OB BRI Y & A0 o TEIRAME IR Te2576/N R
WSz IeH, EEPCCL o FIKTTHIHIA B AY =L,
PGCL o 7] i@ 33 708K 15 B M 75 B F 1 ( Silent Information
Regulator 1, SIRT1 ) % Bk i85 e bifihk £ & 4
SIRT1-PGClafF il f AE L e L ) A vh e o 2 A
™, APP/PS1%#: FE I AD/INERAES ~ 5/ 3 B 4 55 1 il o
SIRT1, Al FBUNRSET- I, SIRT1Z: LWL RGP R
fiK, ABAMIMEZ™, HIrEM"™, SIRTI-PGClafs 5 %
F RIS T AMPHRIS LR 13 ( Adenosine Monophosphate
Activated Protein Kinase, AMPK ) FUBSRRIL & EVER . ADH
HIMNAMPK ., SIRT1. PGCI o MUTEVEY T/, HZRi A%k
AT, LR TR, ADIKNA B . i EERERR b tau s (1 R]
FRILRARDNAZ I, FEIRAMPK, SIRT1. PGCl o %54k
RARA W) R AE TR T I3RS, A FEERR LY A
WS, INE LR RE R .
2.3 ADJE A &K RA-Fam et A

20068 730 A — P 43 A A R T R A R R T
W, 2R ATE AN PR PR T R T B,
DRk 2y VAR T3 [ E B LAZRRI A B R R s
AR T, RS Lokiik sz -
OBl -Caspase9—Caspase3 . W58 L FL™Y, MABFHE AL
RARTI G, SRR 40 i R CREE A v, 40 i
ERCRTG R T8 F A SR RIE U Caspase9 I ,
38— R B G R BN R 1 Ak Ji# 9 Caspase 52 1 R
H, BshdiiEm TSR . A B Al caspase KR 25|
AN T, FORT B RN A2 1 5 R 1 SR SZ R 2 &
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caspase3 /- SN FER T A5 EMMM T, 7k,
Caspase X E W HES HAB . tanE A HE, #
caspase3 5 UIJ5 AU A B X 40 I AT 7= A BE MEAE T . AT 9 1Y
Bel-2/Bax 2 I il e b A A S 4 A R T A9 R ELR AR WS
K, ADIKNAEYA B UTALAI 42 M Bax i %3k, T iMBel-2,
(R A A (028 Clai 11 BT, Tk Caspase Z05K S i 5 | 16 4
REREJHT, WA E TR,

PRTTE 70 (HSP70 ) Je—Fhim BEAASF IR H T,
IWHEAFENEANITE . S BEARER, HERKA
FEAR 20 it (2 CRY RS Fl caspase9 AUTGYE, AT {3 40 i HLAH
ARV AR, BFIE R B, 7E AD 3 RN BB Y
HSP70/R3A TR, AHMIA T I, % hn G Py HSP701) 2
ik, AT ARG SRR A S A B T, B ADE
o L5 EFTR, ADIGIN A B UUER AT U655 HSP70X 4 i 1A
HILRIPAE R fi 32 5 B4 P 1) 40 B € 28 CRE TS o
41738 i Caspase9 . Caspase3 )it SRS T 1 40198 7=
WA, SIRMAITH NIRRT AR FE O, 1 A 2
TEK,

2.4 ADJm A L&A ZIHH LM

AR, LRI RT3E i o B S R S
H BHE 5 DL A R SRR 4 T AR BT RE A I 64T, X8k
BLHI ARy 2ok i 5T B #2217 ( mitochondrial - quality
control, MQC ), ZAiiA B il J& 4 Bl S g (R Z i i)
FEHLH] o SRR o B S AR L A, ki RT3
SUR/ - Taala ot L R NI )i R VAR5 YA NR 0 S ER VA NS S
KR T LR M G A, AEFFLORLAR A IEH T AE s i
CIR IR NENEE R IR NEI B TR U2 A NEN 35 301 S DR & i
LORIRTEAN I B SR, TRIIL, SRR 5 2Rl T i
SRR 19 W5 0 1 1A T A R OB RS R T 1) R
HE™ s FEAD B F MM 2T A AR KA 10 B fbZokiff
b # 22 JC 9 7> 24 A & H - ( Dynamin-—related protein 1,
Drpl ) FIAZIE L (Fissionl, Fisl ) 323k 1A, Zokiikmb
A 172 (mitofusin 172, Mfn1/2) F1# # 22 25 45 & 1
(Optic atrophyl, OPA1) TR, #27/R, ADMKRIZIT LA
PRI e 43 SRR T2 6 AR B SR AR 1 32 ™
Jihh, TEADFEEL /N G P e] WA B 5 Drpl S 2T
VE, WO Z AR AR A R g R SRR i B ™, 25 1
YWY, ADBGHIZ TN LR 2R A oA, i R B
Kk R BEERE RN 20T, ST TRE .

MUK I 2R A B, 2B X S R E
MIERRLAR R B, UR, 240 A SR W] e S P 1 2
AWEARD, ISR EEARL G, SRR B P 1 [ e iR
figt, SR LRk qmE” V. LRk M GRS LR
WA WEAETHE , LoRifA F R CRIE LR (AR R ST Y G
. 22 E R/ R BRI PTENS S # 1 ( PTEN=induced
putativekinase 1, PINKI1) 5E3{Z i MfParkin /& HFI 2
74

NI LRI [ W ) R B AR FEZ LR R
PINK U TR, AL 55 4E Parkin 28 22 51 2%
RARSMELIFRICZ BZRifh , BEIT S| R LR B g, W5
T, AD/IN U P B A B UTARURT 5 & 4R R P PINK
parkinZIEHGN, FEPHLTCN A LRI I W 22,
[FRE, FEADBE MR, ST SRR [ W
i, HAZBimDNAFNZORLAAR 5 Wi R A e 9 11 LSRR B
JEREE IR R, A A R R LR A 1 AT
KT Bk — gk A TS, T 2 i
RRIR, BCEADAHICRER™™, Z5 FRTIR, ADMK PN ZRLiAk
Oy SERA A . BORLAR A W P U AR B R A R,
FOZ I BARARTCIE T BRI R AL &0, IS ADRYAE
b7

3 ITTHIE I B A R LR Th BE B RS T B AN ZE AR ADRI T 3T
3.1 &3 T EARADG M #9 EAL B KT

i 28 TC T 4B A R 8 52 102 ADBR Bl 28T 48 A K
IR EE RN . Lo R, 4GS B B et
THENREE 5 M ADBURL R UK PR 2 e & AR, 18D TN
A B UL R L antE (1, JF HBIR A, 28 i3
WL T ADK B A 94-HNE . 8-OHDGEEALT=4, B
TROS/KI, 8%, 323l n] 2 FAR AD ik P9 A 2 1k 0 30K
S, B 3 AD R BAE R o Leem 25 VSR I3 A % B Te-
NSE/htau23 /)y B P 3 BE ot BE R b tau 2 A 2R 4R, A2k
HiAR N Cu/Zn SOD ( copper/zine superoxide dismutase ) FICAT
FHURLBREYE TR, (HHHT3 A MGiEshE, /Ml
Wi Cw/Zn SODFICATEHT EALEHE EAS BI85y, S BEWRRR
ftau 1870 . Gimenez 3R FH6 H #2143 x Tg—AD F: A
ANEHEAT IS B 28, RIS W EREAR T /N
ZE AL YMDA . 4-HNE, IR B RS T/NRE
JZHIMn-SOD . Cu/Zn SODIZKF-, Garcia®F"" R 127 i1
3 x Tg—ADMEPE R HE K /N BREAT 9134 H iy A B2
g, RMBEWEWD T A B VURMBERautE 11, JFRE
G T 3L DR/ RO B P Y GSSGER AL IR T+, $27 T Cu/Zn-
SODFHL AL Feik . 25 BRI, KMz Sl mT 3% 5i g+
LU UL RS P, DA ORI R ROS Y BRI, B
. AT DNAMSTBE UMk, Ak e s 2k 1A v i i)
E=R 1 AIA) v S
3.2 B TIHLHADK R &K FIR A &

LML A: ) R R LR B (R R, 2 A
ZICRE R AT ZAAIE . miDNASZ AR 1 A DG b A
YRR EEFNZ —, Clak%" R H3H KK
mtDNAZAS/ NI T 6N H i G iz sh k8L, B
FEAI% T miDNAZIN BRI N 9 GSSG A AR IR Tk, 9 i 32 0
I T 24N RLAAR AR K- . Garcia—Mesa™ ">k H16
53 x Tg- ADHEHE R/ AT 3 6 J 14 B 5 32 3l fi —
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XU AT, S Bz s — B SUNRHE 336 97 470N UG 7Y
A B IR ftau®E 08/, SODFICATEHE T 5, 24
mtDNAJ/D, 2% 209042 RE AR B, XH/R, 2 ahmlE
T mDNASZ 5 25038 AD /N B 27 20 1012 RE T o BoAE R
3 A @ APP/PSI/N AT A 20 i G iz g, 2304
AD/INER A B UTEUFIROSF= A2 3/, MnSOD i ¥4 1
ATPP=AREI, If HRBLOGGIR B B, #R, 8
AR E OGG 1B IE MAEEZ mtDNA

Bayod %455 6 H 13 IS AMPSHEE ik 52 3 /N B T
S2JE M A RS, KELA S o B E R T
R T NSIRT LR A LR AR MR35, $2/R S ISIRT13R
KR HE TS NERLIR A KA . Koo 58 ™SR T 12 5 1
NSE/APPsw it % 5 [FIAD/N R BEA T8 JH B 6312 3l , &K BLAD
/NGB EN G KR B2 R SIRT1-PGC1 o {5 S M BGTE , A B
DR, 20 RE I3 o Azimi S5 R AR Y i 612
B FE R T ADBRUR B AMPK . PGC1 o SRR A=
Y kAT TR FRE, W T ADK RN IA B UTRUK
L e T HAEI0ICRE T . LR B R, B3 —Jy
P 15 2B 1R DNA & 52 18 (9 75 1 9 2> mtDNA Z 481, 3% i
mtDNA(& . 53— )5, B3hilid AMPK-SIRT1-PGC-1 o
S AR LR AR A W R A R, AR EAD
IS RAA I L KA
3.3 &) T h) ADME W & ALRA-F49 a0 0 T ik 4R

LR T 1 PR A IR T2 A DAt 28 T ke sk
M E B 22—, Kang55™R 124 H 8 1 PS252 45 AD /) B
HEAT12JH B G2 ), & IAZ Sh AL/ BUIK Y 1) caspase3 |
caspase9 . BaxSEZAHMIIH T-RR Y TR, 2% 2010148 014543
W, AR 42, HHMPRAERMEL, ChofF" ARH
NSE/APPswi#% 5 K AD/IN AT 16 J8] 18 SRR 5 o - B
RS EIRYT . RIE RIS o -IRFRRES SIRTT 4/ NRA
AN T GLUTTRIBDNF A #1200 i ik, 1 H FiE T
Bax}ﬂcaspase3%§i5, X R KB 3l ] A R A0 e T
KRR, e oo E SR N TRk, dhmis] iy
ZTCHET . UM SR 12 H I HINSE / PS2mFERE N AD
NGRS A B &g 8, RS sh 4/ BN P
FR b Taudk (U0, /NEESTICICRE DS B =, Al s
C. Caspase3fWZFikil/b, iz g Ty Lok i oy 41 i
ROREL, SEMAH T LA SR TR AR, MAE™
B 57 —F5Erh, SRIINSE/APPswi 3 K AD /N BT 165 1
MGiEg, RMAD/NRZEEIENA B 420870, 43R
C. caspase3. caspase9 M BaxZEZ0M T-FREW N EILT
K. Bel-2FIHSP70%5 #0240 ML 9 T PR F- 15 - 47148 8l
T B R HSP7ORY AU ZORL AR 20 M (2 28 CRO RS, 2F 17
WHIZRARN FRMR T &R, & ERW, E3hm 1
i A T HSP70 LA sl b (4 2 1 B DR VR, il 2ok
DAY L € 3R CRETIC, DA I 40 ) 4 R A1 5 1 PR D12 4 i 0

TolAE, MfKcaspase3. caspase9Z5 40 ML TN F RO FIE,
M ADI M 2ot PR T
3.4 iEF) TR EADIKE ARG T34 15T

ADGZRLAAR B 25 53 SR A B 1 5T P R 5
KA Z AR BER A A TN . L, (R Rk
KL 53 24 E A7, R s ORI 13 TG P X et AD i £
BRI B S, Luo% "R 3 H IR AYSD A
HEAT10JE Mliek N 4k, K BRI 41K RURZRAPGCT o |
Mfn1/2 FI Drpl 4 3 35 7K 7 384 hn . 2 kiR H W bR 25 4
LC3I/L, ParkingZik3gin, AMERYIPO2NL/L, XHERizsh
A DM HEZOR AR T RGP S A AR R A . 5
LuoZ5 ML, AleixoZE™ SR I3 I SD A B4 Bl AT M 12
JE R B 328 sh RSS2 8l , 8 S 5K BRI Rz J2 Hh AR
LRAREY A REARAMZ (PGClLa . TFAMTHE ), JF
HHGE K BRI A 8 M 12 FIOPA 1 ik THes , 4okl
WA ZAHCE M Dipl . FisIRIA T, LRk A WEbRE
Beclinl . LC3IV/IXPINKIWZRIATHE, HIEIKYIP62MY R4
TR DL BRI IE Sl AT R SR I R AR 2R 8
B, RGBSR E, eI AR T,
HEFEMR AR

Aleixo 1 75 —I5UF 78 ™6 11 3 J& i SD K BRU 12 5 Bl 25 3%
(DOX ) &, HHDOXA KR AJICIZRES PR, M4
JCH BT, I HAEKRI R Z 3 T A AR, P62k
ST, BERTES DOX AT S BUI Py A wi il S E il
MZETE, X5 ADIN A H BB AR L. SRAT, 1281
A RS s SR T DOXYLR U 2T e RE S, e
HETGRRE L, Zobifk AnEbAGR] TkcE, HEmR
SR PA E WEARKERURD, PE2FIARRAR, -7 T Beclinl |
Pink1. parkin, LC3-IVIHAERI#IL ., KangZ5™ % 18 A i
fINSE/htau23% e AD/N AT A 12 R iz 8, &
PRz B B E 10 T /N BB N B LC3-TTAY Rk, 18D T P62AY
B4, HRIB 3N BERIN T NSE/htau23 /)N UG P 9 F 0%
Mo KouSF "MBEI, Welkiz sh] B B D LIRS
ADRERLR B2 01 RE Fy, FF & iz gh T i
miR-34AHE /5 [ W, A HEmfn2 [ 75 35 LA Bt 28 s 1R I 45
RS, Z5 DRFSTARR, 38 3l (et AD I ZRLIA 5> 24l A
ST, R AR R, TR AN ADJIN PN Y 2R R
[ A o 32 20 ADK SR A D) BE B AT 1 LA L]
T E R :

4 ING5
i 2270 A I ZORE IR DI RERE AR AD & AR Y 25 2
— B AD IR AT RERERT , H BRI
1) 28l A 3 m i ZoRL R BT AR OIS P, DA
AR, FEARADIR N P E AL RO 2) i@ s34 inAD
Tl P9 A mtDNA B, 7758 3 3% 7 AMPK-SIRT1-PGC1 o
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