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[Abstract] Alzheimer's disease (AD) is a common neurodegenerative disease with a complex pathogenesis and no effective
treatment to date. Mitochondrial dysfunction plays a key role in the development of AD, and is characterized by energy metabolic
disorders, excessive reactive oxygen species (ROS) generation, abnormalities in mitochondrial dynamics, and impaired mitochondrial
autophagy. Exosomes have been found to serve as key messengers of intercellular communication. As a carrier of bioactive substances
such as microRNA, proteins, and mitochondrial components, they are considered to play an important regulatory role in
neurodegenerative diseases. This review focuses on the latest research advances in exosome - mediated regulation of mitochondrial
function in AD, and delves into the potential mechanisms of exosomes in regulating mitochondrial biogenesis, dynamic balance
(including mitochondrial fusion and fission), autophagy-related pathways, and oxidative stress response. The aim is to provide a
scientific basis for new therapeutic strategies for AD.

[Keywords] Alzheimer's disease; exosomes; mitochondrial function; mitochondrial autophagy; neuroprotection
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o PR NAR D) B RS, FF T B0 M A (reactive
oxygen species, ROS)7J(‘T!Z}['T% , ZRIK ATP [ P74
RORBEML, BIRREEALN AR, & a0 f%e
ik ThREBLPE , A FEM AT ERY, T,
XTEAAR D) R FEAS 1 T T B AD IRYT IR AR 1 i
TG Z— o AMIAASE — B RR o A 1Y) 40 i AP
AT Z AL 30 . AR RY], AN IR %
Fiz [ 1/ RNA(miRNA) . mRNASE], &AM, (R
WAy 1, ] AR TR, S
TIfel, W A 2 Fh A i 2 ALY S0 I R R gt SR ik
ise, JF7E AD 14 B B 7 v R FE M S AR 4 R
RS LS IS 1 50 T AL SR AE IR 7 B S Ry
— ARG . AR NI E I SRR A W) A
filE 5 53 4 % 1 W4 TP T AR BRAL TR 04 A DGR 5
HEJE, PR HAE AD th R R 2 0P ERT, I M
BT B0 40 ST Rl DRI R P R IBORE G DL i, LA
Loyl H w0 L1

1 Zhifk5AD

1.1 RRRDIRERERT  ZORLIARYE o 4 i Py O Y 3
DAy, rIEREEA . SRS AATES
e R h R BRI, M 4ot flig sh 5
ATV R R EE A M RE I SR, SRR T e R
R Em I E R LI RE 56 11, dEms | &
TC R IIBET 2 AD AHOCTER A B, DR, ZekifA
SEH RN AD i P AF v S SRR I ) () AR A — BT
PRI . AACRIBE . SRS I IR R ok A i 4
Tl Z I F 2 M ESCHR N 2, 355 AD HEL 2 1)
LARRTIRE R A VI RD . B s, BRAIRE
AR ROS KA Wi 5% AR K- T . A T Ak
R 2455 AD FRIEPERR IR LIRS LRk hE
Rz 2HE, & T BORMG R J2 Bt DR i #h 28
JCER, A PEA Tau 85 (3 B B R 1L X S 42 R
Gl G EAERA I LR [ R,
it A B A IR SRR T BR AL 22 488, B4k
LRENTTE kil oy GV i 2 W A ES o TR LN TR o o
K& RERR AT, 2k (AR T BE A T i A= 9 e
SR E AL N U, B TR, X
55 AD MR TR B A G . X PP RER I
LA A I YRR AR TR S8 T, i AR 1T
U, O T B D G T V31 -3B (glycogen synthase
kinase-3B, GSK-3B)%FUM, T2 Tau 2K H i FEBEIR
RIS, A o A 1l R G R PT 2B R A 3 -
IO T T A o B B, S e I A A
A 500, 5l RERIRMEIE R ik gk
1A DNA 775 1 238 15 cGAS-STING i [ I8 7% i 28
SAEM, FELRARAN TR T R R, Bk 40 A

J-2(Bel-2) PR I SRR RSGE i E R A it AR (2
L6828 BRI, RO e R AR RSO R g, BT
HrpgoostT- N, E MR, AD B 2
KR T RE RS 5 0 2200 22k i BEARDOG , U B S
SUEPR AR, DAKLIBI0 5 fih ] 9 14 A2 451 1 2 0
(NIRRT 5 IXAHAST T 2RI ARYE R AD JRY7 X
S H A

L2 LKA 2 )5 1EAD BIRYTIESE T,
LORLAHE ) 25 )38 3% R G TT R AR THA T RO A
K TR DUT R UR A T kiR 45 2)
Mg (DIIKKLT o AR T 2R BRI
5 S AL BRSE , T 2B 5 B Ry S M B K 2
BLRLR, SRR 2GR IE, R 2T
o BIAN, Gao SFUAHMISIE WoR, 2 RN
KRBT, TEZORAAR N RO BB X
12838 7 AT Y AR LA S A N IS A AR S A P
MZICIET:, St ADREIR . (2)ZbiiRHE m ik, L)
Szeto-Schiller RN 91],  HATT A AR T — HY BE ik 2
MRBkHE . KB A e R A HKYE, BRA
A AR 1y 0 5 Fb 57 TR 7K 88 235 4 5 b AR LA
FHIFHEAJL R, 32 10068 4% LA A 1) S8 A 157
(3)HUZ KM . AT TE RN A IS AT A i 1 245
B, WESRAE ATy, FHZORLR N A5
(A Ay AP - B EE 57 v 1) il A2 R AR 1) A% pH
WIBESF) B, ATSE Y R s ik e AR . TR
ADIRYT Y, R LR 1 SZ AR B (TrkB) 2 1A 3h
H R13 o —FhHE (o] ZORL AR 7, 8- 3 5k v A 11 iy
2y, FITEZRLIR N AL TE IR 2L R13 AT i 9]
W R Ak 0 R R 0 Ak 2R I o Ik (AMP-
activated protein kinase alpha subunit, p-AMPKa). #1%
& ¥y Tl 1A 19 FE W) TR 2 AR y TR P 1a
(peroxisome  proliferator-activated  receptor
coactivator 1 alpha, PGC-1a) . ALY S e 1(nuclear
respiratory factor 1, NRF1) Fl €8 B {4 % 5% K F A
(transcription factor A, TFAM) Y 7K ki
WA, It W R AD AL/ N Tau 8 FIRERR 1L AN
AB TR, (4) BRI 45 25 . BB T A —Fh
BENEBUZ G A 263, ] A2 K P sl K M 2Y
Yoo 040, A E Y 22 5N R R IR SR Lok (A
{5 S T AR BRI, REEHR Sk 5 Zoki ik
5 IR, AR I Mito-Porter J& — i ik
THR A A A, LR T AL 5 2 B RS AR
T MUVRAE A BE LI, WS SRR &, B
S RS, SR A LR T RERY b,
SN IAMAAE g —Fh A0 5 W R AR R, 5 At
BT AR, BESE I M FRRE , BT R E A2
PE . RS R AR e T, RLORARRE M 25 25 1Y

gamma
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FHEARH, SO AR A A B E B S, H52Y
Yk i 38 2 R 2 bR . M AR g7 X
SN LS R, RERS UM N R RS, AR
VERLYE, AN T2 A RSO, ik Al 2 A
2B RNAYT Y, fEADIRYT IR, AR
B AR R T B

2 SNMETEAD BT REREESN

SR R — A M AP RE L, ELARIE R R 40 ~
100 nm, JZAFET ARZ R R T, X A0S
HXERP SRR AL RR DNA . B R
A S 5T, 3 X 5 2 52 1A A e 4
RARDIRE, I Bt 28R A T rh 2 b A
HHVE P A, SR RE R T LR A T i A
Tl R, AR AR & A SRR . fEAD
P B2 T A AE ] 0 ) ORI AR D RERR A, T A I
YE—Fityr s, AT ] T R 4obiA D) BE bR
5, AT VER AD (AR A TR IZ A= Db ™ [\
BF, MR R A 5 20 235 3 P R Il i e B 12 i
TRt e, AIE N 25k REE, TE%d
0 J5: i 5 | R e 8 s It g XU A1, I HL ] o
FIAE G S R PEME R M P, 6 AD B9RITIFoE T,
ANTRL R AH L P & MM 28 R B R AR . il
5] 78 J51 1+ 4 it (mesenchymal stem cells, MSC)#i74= A%
SN IR REIZIE N - 47 WA BR I FRE , FRAIK B-4 WL B 1)
Feik, NIMTHE] AR A FR SR/ NG o7 4 A5 A o 22
SARER s A T B MSC R U4 A T IJE 5 AD
/N ERABE AR H 450 58 RN 48 A I PR F) P-4, 0 e 5 fik
TIRERERTE 5 1] AD /)N BRSSPI 4
Fiki WP i 225 7 K - (brain-derived neurotrophic factor,
BDNE) YRI5 T 5 fle w26 % A 5
FEH R TAL I MSC SR IAMATFT 1] Akt/ GSK3 i
WO, B Ik Taw 85 O BERERR AL, FETTGE AD B
BTN T BER s R S M K 0 B M R B Y
MSCHMIBA, Gl F KIS AR R 58, W]
W AR YRR, K BRI R A, G ek
APP/PS1/NELHIN N ZNREDY . £5 bRk, SMMATE
AD PGS BA T TR AT . DU R BRAR A4
HMIBARXTEERLARAE Y R A . SRR G 5 2
LA IR T A C RIS i i, O QT HAE
AD RIS RIS T o

3 ShiEXT AD HrZ bk ThRE IR 1E A

LRI RERER S ECE R/ D T ROS 1
SR ULRIHORI R , SURHIE 45 1 A BRI
M=RMIEMD, AIHRILES, LRI

XX XX, XXXX

O 248 L R /0 28 e 3 40 e Ay o 2 e A L ) e i SRR DA
Ao FEMTE ST, AMMMAE Sy 4 i 8] 388 15 i EE A
B, AR R AR T RE A SRR T, BT SA AD K
SR HL RGP LB A ST 7 1) . FEAD Y, AMIAMA
AANAT T Lok A [ RN AR W) At S I R AR
M EIE 1 MO 2R R D) BRI AR FH B RN Tau £ (1
FEWRIR AL SR BERAE . LAk, AN AT 2R 2241 i
5 e o A 2 1] s Th B R EAE R, A B TR
52 37 45 0 S b AR T BE I e 38 R 28 oo 1) e AR RN
FEG

3.0 ZRRRAEYIRE LR R R AR SRR AR
B S A, AR RA DNA Y . Bk B
KRR E ARG AT . ZehiiRAY) kA X T4
R bR D Re FgkE 2o EZE, fEae . 40
MfE 5% S . WT-E5E 2 40 A= BRE 3 b &2 RO
ERBY, TEADH, bR RERERG H T BRE A i
SR . ROSAENUNZ | 5T R 5, HEmig] A
LU MBET- P kiR AR ) R A 2 T e S
PR RN ERENRZ —, X —idEZ5
LR R, 45 p-AMPKa, PGC-la, NRFI,
TFAM %53, 78 AD [EH (AL SV A i vhr 28
R A W) % A A C I F- (U1 PGC-1ae . NRFI1 il TEAM
VRO TR, X ] e T BRI kD |
REZ 0, PE—A e AD 5 Bk ECS H AT,
WFFEN D TEAE R AN [ 240 Jif A 8 Fe Y5 A 1 A 2
T 5 B i B S A R TR S 2R R A= 9 % A
fan, B, BRIRIR AT MSC AN AT i 2%
J} PGC-1ae. NRF1 Hl TEAM M 5 2 kit 24 1y % = 4l
KM H AR IEKE, fRFZRRD ek &
ELRFH N B E P44 h ATP Y& 1, IRk
JHF 200 i 2 R AR (1) B S 25 #95¢), Chiang %57 7E 1-F 3
4R FENERESS (MPP*) 175 5 1Y SH-SYSY A #f 28 B4 ifd
SRR R B, A SRR 2 T A0 M A MM g i 1A
TR Y R TR R B s s 25 b
T, FEAZSAEAART, SRR D E s,
AR FH 32200 i S AMP 36 Ak B 1 S AN A% A
F E2 FH R H T 2(nuclear factor erythroid 2-related factor
2, NrR2)fF58 Bk SLB, XA B FAE k2 hn
AR, BRI EAL NI . A TR UIERE A
TR F l(sirtuin 1, SIRTI)*H%@%%@ET*??E:F?E
JHLATT A R AU A SR A T BB AR Ak g 3] 45 R HEAE
H . Li SEBSFE ph 28 2R Bt SIRT1 45 8 filt B 1) APP/
PS1 /N BB & B, A2 T i A A B9 A Ak T
PG SIRT1-PGC-1a {5 il %, JHE#E NRF1 FI40 /i
W EETh 2 B IV I A R, T GE LR A )
KA. X — i REREAS AL AD FRBBEIR S AR )
RAEABICH R M2 [ 5041, IFH0 6 AL TE I 248 JeL Y
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WAk, RIS T 40 AT A 0 SR A TR ifE 2kt
WA RABA BEBCR, AEMCHAD ) —F e
IRITHRME . 25 LRIk, M R e A% s 4y [
T RS LR A W) R A T A A2 G . PR R TR
MSCAHMIBAR . N2 20 L S A A S5 1] T35 2ok
RITHe . W A AN, LU KBS AMPK/
Nrf2 FI SIRT1 ~ PGC-1o i 5l o 33k 28 % B {4
WMATE ADIBYT I T, NI SRR AD BURTESR
ISP ORISRt Ty .

3.2 RBMRRLG LRGSR LOR R A B
TE TR W 4 25 R e B, o A 2ok AR T fi A4
i fel i ELAT EE L P, R A AN A R
KA R Bedbe, S e 58 fid v 0 40 A R ECEE: R
SRR MR IIREZ . AL, LR B 1 E Rk
Bk SHE AT E VARG, AT RE S 2l 5 B i
il , EMTNE AD 2o EA 0 R, it i
FELRLARRA A CHLH], AEFRFZpiiR Rl G 5503
PHIXTAELE AD R A R IR E CEE . RAARRLG
BEALFE I A BR . 2R AR AP B (outer mitochondrial
OMM) filt & F1 £& ki & P B (inner
mitochondrial membrane, IMM)@& . OMM Al & F
PR 5 B GTP i 58 R i ORI Rl A B 1 R 2
(mitofusin 1, Mfnl; mitofusin 1, Mfm2) 455 1M
IMM Fil &t —Fh 3l ) 8 FAH OCHE —— M 2 25 40
5 11 1(optic atrophy 1, OPA1)fEREH Hit, it 3
PRIG T 5l 24 ) T A5 ] 0 ORI Al & A S B I 3R
KA B TRIE SRR SN 12 00 P A, s 2R iR D)
AE, il hn, Wang SEIH) ] OPAL I 71 BGP-15.,
OPAL 113 myls22 1 OPA1 i F3555 B AR 5T OPAL
TEAD HVE T, 3 AD 9 18] /)N i 52 40 Jifd HH OPA1
TR AR MEAIE BB, 18 OPAL ik AT 2
HE/INBE BT A0 7 A ATP FIVE R AR, 1T i ¥ APP/
PS1/NEAIN N DI fiE o FAE , S AT 38 5 52
RRRA OGN FER, TR ORIl A AL 5
fan, N2 T 40 43 8 B9 SR TT R KRR
WU Koo g s g/ N BRUSERL Hh Mifn2 Y63k, e ik
LRRRG , TR P8 R IE SO NERETE, R
O I IR YT PR UL LE (R R Y Ak, IR
rY ) MU A T 3 2ok 356 6 AR A I LR Rl 9 B
TR LR ARG o AN WA HE A 1Y miR-195 J2
Mfn2 FER B S -, AT ) Mifn2 ZE PR 5 7E AD
/0N B ABE AR i S 2 2 i SR B R T B A AR
miR-195 [ 6 Eh #2250 A%, I M2 /Y 3Rk,
Al SN 2RI R & 3 ) 2 dE MG sicis , IRk
KRGS R0 10 RS fil B3 A, A Bl T 5 ki i 1
HILBMIIGE, HmAAR SRRk s, ek
e, Mmoo AsET, xR

membrane,

AD FIRSTSEHE 1T 1 SR R 4 G B Ty
R LR G R I TE AD VRTINS I Uy, 2
TR A A B IH SIS T TR it 4 A 8 ik TR
B HETL i T TR MM B 2Rk 3 )
LIVRYT AD BRI SEARXT B, AMIMATER 2R A T
o TP T TE I O (B R — 2B R5T

3.3 ZRRLARRUL  ZOR AR AR R I 2%
S RO NRI AR, R IR 1
(dynamin-related protein 1, Drpl)#i4% . Drpl AJ 7F 2§
RLARSIMEZH 2 AR BEIR 254 , o GTP i M= 2F
BT, R AR 24 24 T A 7 kAR A
AD B KM Drpl Rk K FFHE, H AR Al Tau 7]
5 Drpl WEAEN], SRR R0, 2ok 4
N BRI L, RWRHIER DIRE, JEmT | K 5 fil
UIReREns . 2o MAFIRE J) FREMS, BFoE &
B, LIBT3 Drp1 S5 RS A G
NGRS RS % A N ES DA o | TR 25 TR N
AE, Wiz oTsET:, MY, AD BA I AERTRT AL
R Ty AR /N TR R (nPLio . 2k
LRSS 1A 2,3- 58-5,6- AR5 ) ) i
Drpl HRIL, EATH D ZoRR RS | gLk
Ife . R AN RN R, R I
PR 2 PR AP FHOO S B0l 1A J2 4 e [B) 380 175 1) 32 i
AR, — LB IEAE PR G i SN I AR T R A T
ROARZAS s I, B g2 M A 0 S0 A A AT #E 4
P110 IKH i Drpl/Fis1 #HEAE A, WSR2,
WO AR DR, B ROS By PR ARSI e
Ii] /N BROE 5 1 6 MSC AT AE (9 S I A (#5717 Nef2) , AT
T A0 B ) Drp1 SRR AL 53X AT LA 1k i B A 2ok
AEMAERS , IS ZRiiR 7 24 M) BERE AT
X BERIFSE o R e 2ok AR R i i A
WMAS T RM, TEVRYT AD M RA BRI ) .

3.4 KK ANE Lok E R R AR
W2 45 s D) il S AR A A B R S RS RS
B Z M Zehidhk , 7T A RUBH 1 4R K DNA 5872 1) 1
F . i ROS o BE A KBy 1k RAR D RE Y i — 2
WA, T AR SR A 0 TE A BHDIR 2 R0 200 i P4 3F
BRARASS, MR ER, 7EAD BE NS AT AE
AN, SRk A WRREARECA R UL 25 AD MG
MR BRI R, W TawfE . AB. HBEF B4, B
AR YR T RE IS IR 1 SRR ik ) AR
R, SRS R SRR A RS, L) Tau 2R
FIR ], S BREIR AL 25 T I LR A 14 1E 1 i F11
Uitg, MIMPBHAZRLAR A BRI T 5 11 AR AY 5
W RN 2 FEEORAAZ I, LR A AL
WK T, TS M SR A Y LE R R
T L B PR 2R R LR AR ) IR A 7T 1 — 25 fin )



AD [P EEE AR, X AR M D RE A6 7 A S E Y
T o BF9E RN, AN RT i 22 Ry R R
LRRIUR AN I, Zhang ZFS7HRGE, TAIG(LAGH
e i) URNIEa ePd SUUY NTIRSE k2wt i )X i s o
A0 JO TR TOC I 240 L PR S, A 7T 55 ) 248 L P D G 25
FUREE . WAL . ROS/KFEHABISEL, N 4S
VR B A B R T TR AR 1 A R (an
B /5 R AR AR B R ), R AMPR AR
S, FRBhEORR A, A, RS
L2 LA A A AR 55 240 i S il 5 5 R ) 4 S A T
EAEEH TR, JET SRR i B e,
fEHEL R AW, MTTAE AD R 22 EH o
LiZEE B, 7R AR A () AD 4 iU, AR
-2 5% FH, SEREIC KRBT, [HA R
RARDIRESC VRN A WERL I 32461 ; 7 dbIEah b, oY
H D4R T M2 BN TR B R TR ) S A AR (M2
microglia - derived exosomes, M2-EXOs) fiE 1% ¥% APP/
PS1 5K PR /N B HT-22 40 S A AR DG 26 11 2 PR
P TT A A N, DT A A H A R AP E
AR RR, 7EAD 4RI, M2-EXOs [ AT I
FIRTHANMTE 1, BB LRI A R, FELA
TR A S 1 T X 2 ek 2k AR K A i Y RO'S B AR
R HRAMS TG B8, M2-EXOs /EH
5§ PINK1/Parkin 41 5 [ e BL AR [ W05 15 448 %% Y AH G
M2-EXOs HYIF 75 AT 3905 AD R/ il b [ WA e
Beclinl, LC3II. PINKI Ffl Parkin i 23k 7K F . 3% —
Z5RAER, M2-EXOs A fL4b 3415 PINK1/Parkin 4} 3
HZbifR A, 1€ AD B9 &SR ALH T R R TERT,
JFF BT AD VR YT RSP AL T B LR R, Ak,
AHGEFE H, ZEERETLRAR N YR 2,
HRAAAR I DIRE, JFME Zebi ik B B ) ¢
IR (U0 Unc-51 FEJAEE 155), b2 mgdopiikny
THEE, R IR DRSS, Ding VL B,
TR AR 1 v A A AR AT A A IR AT e R
BEERARGEE E Hbrdii, s TRk B
WA RPN 5 AN T] DRAP 2 R 2 ke fg, If
5 Bl 2 3 i o e, R R A i P v AR
RO, XL RIS 20 AD IR T SRR 10 ik
FgAe . 25 BTk, SRR A s e rpdniia S 2
KEE, HEEHLME AD N . TS LAY SN A
ALE T S ARG, RO T, slGE R R
PINK1/Parkin 55 38 % (] 42 8 15 SRR A Wit s S A
A (1) 25 8 Rl s LRI IR T RE, R A R e
HEA, UG, A AD IRYT R
M

4 SMBMEEIE LR E X5 S8 B 7E AD H ST

ER

41 N2 f55iEH  Nef2 (5 5 SIE 2o hi AL
KBy 1k AD 4545 07 T AT RSOV E ] . AR R A
HURA T, Nrf2 32 % 94 Kelch £ ECH M E 11 1
(kelch-like ECH-associated proteinl, Keapl)# [ JUr i1 )4
2, JFURTT — R 90 20 M O 4 i [ G S Ak B AL 2
soD2). i A b =
(catalase, CAT). Ifl 4T Z N A 1(heme oxygenase 1,
HO-1)5F] M 3RB1Y, Z0UGESS 1, SN S Nef2
PR EL A FH AT A S O i 1) 7 A D IR T S 1A Bl )
L NI SR 40 M B A AL RE S AZRi iR ThBE , JF
YE R Nrf2 B0 7 03 6 A, Jd i 3RS Nef2 4
K 4E H B mRNA K 5432 Keap 411 il 771) 5k e 28 22 {4 fif
LI N2 (5556 5, BEMIg iR ok A bt e ik ae
F1@ ) Zhang SR I, BIY R AH LA A i S
ﬁi(astrocyte-derived exosomes, ADES)(E\JJTT Al A
P Fii 453 A A K B A8 A T S B L DA R A A
VI R 25 Tve 0 N |~ D B PUE S n IR
ZTePL AL (SOD . CAT) I 1 [ AR A Ak 1o 39 B 6
FiAR H,0,7KF; HL| -, ADEs 8 i #4076 i 5 Nrf2/
HO-1 15 538 B e i S AR, TR Pk N2
IR/, 2RI R s iX 36 W] ADEs
A RO Nrf2 5 53l i, 3t i SOk 1A A R RN
M TCIT RGBS 200, F W AF % APP/
PST/NEIFSE &R, 5% I MSC AN A T 815 Nif2/
Keapl il s, ZBMRAALIRING, I E b 22 08
i, PR/ U N AR AT, R HEX i TR 2T
PIPRIPERT . X R, SMIMAE 1 5 Nef2 (A ELAE
FH, TI2h AD BIRYT B AARAT FI SR RN

4.2 PINKI/Parkin il [y PINKI/Parkin i §% & I8 15
SORLAR H I OCHEE B, BERSVEBR 2 LR,
RERARTIRERAG . SRR T, BRI 23k
AR, JEE R R LR R O E S . FEIX
— i PR, PINK1 HI E31Z 3 % $5 i Parkin % £ 1 5T
REERREENMEN . HLRAR B ALk,
PINK1 £ 5 B R TLORLARSME |, B IR LT
00 Parkin I8 J5 Y Parkin X 2R AR SMIR R (1 AT
Z R B, TR SZ 30 2RI bR 1E A IR 5
12 F AR SRR B 5 B F AR DG EE RN, JF
BAEHA SUZ S A, B AWK, 5
LG8 N ZAN ALK R AR TE R, BRI, A
JAMACRT 3 3o 5 5 PINK1/Parkin 18 1%, e JELE ALK
Wi, MIMTEAD HORFEMZ R VER]; APREE T2
e YR &b 4 (human neural stem cell-exosomes, hNSC-
Exos) 1] ##{% PINK1/Parkin i #175 2 RIA H I, F
MTBGELRARIIRE . WD T T, XA
Aol BA R ERY . SRR,

(superoxide dismutase 2,
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M2 HU /N5 40 B A U 1) A0 A A T B AD A5E A Hp 1 Ao
ZIoCAME AL, HETER K A0 T, 1B Lk
R, Yk ROSFHLER , Jf-i 2 PINK1/Parkin i
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