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[ Abstract ]
exchange information between cells. They carry a variety of biologically active molecules whose

Exosomes are nanoscale extracellular vesicle structures that communicate and

compositions and contents vary according to the origin and recipient cells. Therefore, exosomes can
be used as biomarkers. Neurodegenerative diseases are diseases with hidden onset, so early
screening and accurate diagnosis is undoubtedly a reliable guarantee to reduce their mortality and
increase the cure rate. Exosomes, as a research hotspot in recent years, have great potential for the
diagnosis and treatment of diseases given their transport capacity and contents, and have significant
advantages in abundance, stability, diversity and accessibility. The purpose of this paper is to discuss
exosomes as potential candidates for early diagnosis of neurodegenerative diseases, and thus to
elaborate new fields of their application, with a view to providing a richer perspective for clinical
prediction and treatment.
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1. A 30 By 20 B B AR Al R A AR s b A B
TERSEEAR,AlnEEE 8 8@z 9
(cluster of differentiation, CD9) . & 48 A8 4~ v 40 )& 63
(cluster of differentiation, CD63) 71 & 4 i, 7 . 911 /% 81
(cluster of differentiation, CD81) . 40 i & %2 & & #n
PAR 7 & B WK 7L 70kDa & & (heat shock 70
kDa protein, HSP70) ; 0k 7 4 & F# fi 3 ; DL K &b
% Al B RNA, ] 40 45 /N % $ % B (abbreviated
miRNA, miRNA) . Z /& RNA (messenger RNA,
mRNA) . K %% 4F % %3 RNA (long non-coding RNA,
IncRNA) % o [ b 5h 306 1 Bk 20~ 9 & 8 A 21 % 7T LA
R T 7 R BATH RN

CINN RN 0 ol W o 2 e 4
HERBUNERAZ —, LB TR 545 F R K&
W — AT A SR E &N — % (30~
150 nm)'"*", dy U JEAm vy 3 A M 3 PR R LR R I
BFEREWNXENBR 2 HEEE R
(intraluminal vesicle, ILV) & % i A % & W &
(multivesicular body, MVB) B % i, , 7 MVB 5 £ {&
J Rl BB ILV OB 3 2 4 e s 2 T8, B AR 4 4
WA, SN bR AT DLRE U F BT R 48 L 2k B R R, LA
GRS N 0 i R RAN Wl A R N
HE M R e R AR AR R X 4 e AR EE 2 B B R
BRASMEWH, AR N EEATENEE

e AR B E rul AR E R FE L]
Wi, AFERAFNNEL>HRREE K
(endosomal sorting complex required for transport,
ESCRT) i #i #7 % 12 1 ESCRT 3 R #1 89 B 4% .
ESCRT % i 2 S 8y AL 1 5 72 50 9 09 4 g K 4
PREERC,

2. B b A B BR BUG AR 7 ik - Ah WA F LR
RAFERETHZRBEC FEHEEQC A
BE LR E REFERHRET (R D HILF
T T MRS F R AR R AR A
R E BT 7 R (R Do 2T R &5k
WK BT EEFEARHFETURTEEEQ
FEP AR EE R R, BREETR
H & AN Rty B A L R — ST
WRERKFRGHEARGE ., KEXHIENAT RS
BhENAeTRILE - T ENDERREN .
1) i 38 o 0 A A S B B MR AP MK, B T R
3K A A R SR, R Ak Rt — A A
R, B Zhang 1V E T A b4k 5 A bR A
JR 2 F & Fn b W B9 RNA b W 3% B 35 2 18] Y
FRUEMTER,TRT —MHmERE &7 =N
7P A AR B RNA

=R W2 e NN 3 T - B
Bofu LBt B WA KRG B KON R K R SNk
JRA RO o B XA BT T R RN
A 2 RAT MR A P o B AR K R
A

Z NS R ERFW T E 2k

LAREKEF R ZEaM: PN ERR
(central nervous system, CNS) ¥ & 4 2 JC F0 fix it 4
B CN o 5T 40 e B e B 4 e A 2> R JR R 48 L) 3
B AR o Hdr — LB A 0 R B R B 4B e A
TR A AR, DA R e A K e Y S B . b
B, N TE A B A 2 BT 4 MR Y S b A RT DL A
ek 2F, o2 B T, 5% KL B miRNA, —

R1 AR BO AR sk 5
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B A T84 e, T DL T R K T B Ak R
® R E LR, R A RE A
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2. 800 AR 5 i ot B T« D ARRT DL )
% 1 i BE [ (blood-brain barrier, BBB) , H % W Jk 4
TR AERE . B A & E AR T4 k43R
CNS A2 Ity S b 4K, R B e AT o 48 f A2 IR, i O
e S b K E B R I 4% 35 B Rt 4 RO 40 e TE L
FIMERENRMERE S REHE TR, A
DA b ¥T LUAE A7 ND B A 40 3 40 o

= Shubk g £ RAT MR

14N W& 5 B /R % B E (Alzheimer's
disease, AD) : AD H FrAF % 28 i1 40 2 80 #F B(AB) 3T
BB RUBHMEREE Atau T ER R, &
SN Ko 2R A éﬁﬁi%(neuroﬁbrillary tangle,
NFT) & 5 B o 4 2 5 fil A 2 70 0 81 %,
A /NP 48 B A B Y IR 48 LY S A o sk R A
Wy W3 TR A . AD B I SROE R R B LR
KEGRZ B ANEE B ADFE R R HF
MY WATE B A LAT

B ORTH 2 B i T O i NI R
i AB,,+ & Tau(T-Tau) F2 8 B {1k Tau (p-Tau)"™, (&
XM EFEEAMF R, AR E AL R
M, B DL BT SE O 1 AD o o A AR S .
Sardar 26" & I AR F 1 3 4wk AR 4 FE 48 80 4h
FLIE A T Ah Uk R R DA AE 4 M T R g M AR A
BB Tau®E AW A o Yin F"7 A b ik & 4 &
TCAR B T F 48 L SR IR B9 S 0t 1A B AD B B
AN E R AT A, AD B d R A 2 R
S K p-S396-tau , p-T181-tau 2 AR, ,, By X F &
EFHEH XTUFRMNADWERNLRE, ZAHEK
P, AD RO W EREMMERATRERE ERKR

AT S AT R B AR A T AR R 0 44
HALEZRAAER R M REAEREREALER
il S N ) N VA ok BN R s b
LR G 2 AR T K R B R N BUR
W&,

M & 2 6 K IR B 4 B R (neuron-derived
exosome, NDE) # & fi 7] & & SNAP-25 #9 K F 4, 7
PLAF %5 AD #h 58 ik 32 | Agliardi ') AD & 3 Fn
TR EY o P H H — B NDE, Il & 7 X &
NDE # P 4 SNAP-25 ty i & . 5 (& FE st B (73
686.42 ng/ml, 7 £ 204.08 ng/ml) 44 Ik , AD & #
NDE # #7 87 SNAP-25 7 F (°F 34 459.05 ng/ml, # 1
# 146.35 ng/ml) & 1% (P<0.001) . NDE # # tY
SNAP-25 ¥ # & AD A % H 7 SR B £ AR £ 4,
WA, Jia EHRATT AN BN B R F—
Bl R ar ADfoxt B AW 5%, 8 — B — Kkt
AD #F % , A IE B T AD B #H B ¥ 4 i &
SNAP-25 %2 2t J8 40 B (K, 7 L3R 3E 01 7§ 34 4 34k
GAP43 # Z k& afn Rk 45 & & & JU L B A 8y %
I, X 26 A1 B AR A 4 A R A B A A U RT DL TN I R
A AD. & EAN R A AN K E g RNA 4
& AD BV W e AR E 4, Bl 40, miRNA-135a,
miRNA-193b % (£ 2).

EMERAF SRR W E TR Z AN
BT DA B AR, B9 5 % ] 4 Hao S V3% 1t £ 4
AR/ B BB ) A R 3 TR N T A B R
PR FE AD B AR TE Br o 3X B 25 R R A b WK T A
FADHIT . 7B 4h, Ah SR TT DU o i i B SF
AR msrrmpERA BN UBEXRRA K,
] 47 miRNA Fr siRNA , 3 £ miRNA-22 15 44 8] 75 i
F 28 fio R IR B9 S UK T DL B #E AD /N RO A d A AT
He A X EGRPHE MBI SR RER

R2 MRIBATHEBOR I SNL AR neRNA Bk

ncRNA E =P TN

B JRZEMF IR miRNA B3R

T miR-15b-3p .miR-193b .miR-16-5p .miR-132-5p 45

IncRNA [
A4 AR miRNA [

Bacel-AS 4%

T miR-15a-5p . miR-24-3p .miR-19b-3p .miR-1.miR-505 %5

IncRNA  Fid
EA ZirILI4 miRNA  Fif

POU3F3 %%

miR-15a-5p .miR-18b-5p .let-7h-5p .miR-22-5p .miR 135a %

miR-125a ., miR-146b .miR-128-3p .miR-191-5p .miR-26a-5p, miR-320a %

[

[

[
miR-9-1-5p \miR-153 .miR-409-3p \miR-10a-5p, let-7 g-3p .miR-34a-5p .miR-331-5p % [34-35]

[

[

[
T miR-15a-3p .miR-34¢-5p .miR-15b .miR-23a 5§ [

29-30]
31-32]
33]

36]
37]
38-39]
40]

H :neRNA ARSI IR , miRNA N HUIMERE R , IncRNA N KEEIESiHY RNA, Bace1-AS A B~V i JE MR 8 1 TR 88 (U B E- 15 e

SEY,POU3E3 h POU H4 5IH 7 32K £ 3
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K, REAMETURGEB TN AP IRE, X
ARBTG5t G 2 E T % Bk, R
F R O T g oK BURL AR IR AR AR B Sh I R
BRNRR BEk ) KRR RN Z W 'R
HERERE

2. 48 WK 5 W 4 7 JE (Parkinson’s disease,
PD):PD XM HAREFHERE - RBEE G
(a-synuclein, a-syn) By & & R & B i & 7 /DMK
(Lewy body, LB) , 4 3t 72 PD #y & 5@ #lL %1 + H #
MNEBEAER LA N 4 M a-syn F E W EEANFGE
111 72 28 Jig 18] # 12 RNA (40 PD A X 85 miRNA) >

3t AT A K B a-syn F1 3E 5 2D RNA
(%(2), 7 LW PD. a-syn # A & — FF (K3 &Y
PD = W Ar & 4, BN 77 A8 T & 2 o 0 i R
R, F ERAK, B Y S A fgn fe T LR
a-syn, BT DA & 0 afn H a-syn 8 48 0 A, 4% 3E BA 2
BH A AT E A, 2 Shi %K I a-syn FT LA i H
M B A, o — B 4 2 B R ik CNS 4 ¢
i 4 22 4 i 26 I 4 F L1(L1 cell adhesion molecule,
LICAM) 9 4 3 K # , B0 fL % & CNS /= £
EV-a-syn KF B EF &5, LACF 5 RELANTE
BEMX, XKXALTENPDW EDIRED . 7
St Zheng % >3 3T % J& 4 3K A 7 F 4+ B LICAM
P e A0 A, SF N B H a-syn KT B R R AR
P, PD B 3 a-syn k3K KT Eif . Ho <™ %k W 4
ZTLBEHHAAREI NN EREAREE 2
(leucine-rich repeat kinase 2, LRRK2) ¥ DA 1E Jy 4 47y
PR R A, B AN R TR SR BN I PR R e o S AL
WA A M LRRK2. Zhao % %t ifn 3¢ 4 22 JF M 4
WK H DJ-1 40 a-syn B K FHEAT T Ko K F BEEC
% B N e ok E B AR I PD A 3 An xR 4 o ¢ fo
o 22 R M A SR P B DJ-1 FR asyn, AR E R
PD & 2 i J 44 2 05 P S 3R F DI-1 41 a-syn 89 7K
DA R 3t 2 R MR SR DJ-1 5 B DJ-1 6y E £
EEE T B4, N A2 IR M R P
DJ-1 7 #1625 a-syn 1 9 PD By % 78 & AR &4, ©
1% i £ B % 5 PD iy KA ALHl . A B Sl R FL Ak
W AR 4 5 RNA 7T DUIE 2 B AR (R 2),
1| 4w, B A & & FF miR-223-3p . miR-7-1-5p WA &
a-Syn WK E A B UL IX 4 PD B3 fof HE AR, (2
1188 % B4 K EAF A o IE 5L 3% 20 o 5 09 Rk A0
S

S b BB R T8 A U8 7 71 AR S IR M siRNA
5 I o B v A B R ] A Qu I A

3% W oy i b PR R oA T DL AT 6 T
PD. 1L ¥ a-syn By # 4 J0 5 bR 4 & B9 I 2 5T
JAE $ 0 2 T0 0 A T8 AR 4, B D Z B PD A&
R R T WA E W, A RAPD B
BB, BT A BNA R RFET H BT E
M, e T AE IR B R, SF TR E T A oK A R R
Haney &'/ 7 X 7 — b %7 i 2 T 4b Wk 9 & 370
At A EBmEL AL, AT rmeshn,
T A Al A B B S I8 1R R SO R R AR N 2
TG AR /N JBE 40 L, PRt AR AP AR . Xue Y
wE T EHERIREWE KR T 4 MWK
(mesenchymal stem cell , MSC ) 3 3T 34 i 281 e, [A] %5 Fft
a1 Ik AR D g f G R TR AR N
J% 48 A (human brain microvascular endothelial cell,
HBMEC) #y 1 % 4 & , 7 PD /) B AL o MSC & I
#y A 36 R T HE TCAMI AE X B i 48 4 Bk R 2 3
PD YR & T He AL 36T PD Y .

3.4 kR 5 % & M FE A (multiple sclerosis,
MS): % & M L= — A 3K E MR, D R 4
MEX MEHAZRMEEHTELK, B HR
1 P CD4+T 48, (A 3% Th17 8 Thl 2 ) & N\
CNS,ZMSW £ B R B, T RHEHRE
Mo MSH3IMIERZA A X-ZMA L KM A
JE (relapsing-remitting multiple sclerosis, RRMS) | 4k
KM M % R PR AL JE (secondary-progressive
multiple sclerosis, SPMS) f1 J& & 1 34T M % & M ##
{t.(primary-progressive multiple sclerosis , PPMS)"*",

% TR FCAE W, MS & A b JE] A i R A
MR R I AR FRERE TR R AEALT
e R HRm H W B E AR E . Blam,
Galazka 'S 9 i ¥ 41 96 1K o 8 40 JR P B B
fg b R B 48 ¥ & & (myelin oligodendrocyte
glycoprotein, MOG) # # #£ 5§ Jk /& 7& 50 4 X .
Ebrahimkhani 2875\ & 1w 3& 45 34K 89 miRNA 3% 7
DL 1 T — RO 7 e 47 6 A A 15 55 0 3 R
MS & # , JF # RRMS § #£ AT & K 2 JF % .
Karami Fath 25 5% 85 4h i (& miR-326 7 fit & MS &
HFHYAEL W AT E W EPATE W, Kimura
ERT TR I MS B A B S R AR T A%
IFN-y-TL-17A-Foxp3+CD4+T 41 }f, 9% & . MS £ #
iy 4 38 K miRNA 15 5 (# & xf B 5 [, 11 MS & %
DER M le-Ti AR ARG EFEKETLZ
KA R K EH T B %K 19 Treg 20 1L 8 15 3 .
75 4, FoAt 0 S AR 3E 2 7 RNA 7T LUAE O MS iy 7
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Mo wr ey £ AR (R 2),

T AN BRI MS 97 B9 £ B AR, &
JL A% EAE R MS R % Ly sh A K £ H &
20y i o BF 40 A 8 UR M AN IR B T EAE A AN B
[ Z AR I KR, A AR AR
B, TR F A, O B SN KT R T %
KRG, Ya g T B R IEE MSCH, 7 LU
D o 40 e R e AR A 2 R 3R E , DL B 3
A (A IFN-y FUAL 2 8y & 3 K JR 89 MSC 5, X
JLEVE /N BE R R 5, X A 3T fik = S bR
ot 30 ) BOR M T 40 M 7E Al AR (R FE Treg & B 8,
miR-219 & D & J it 40 Je A8 20 o 7% o o B R A
B ¥, IFN-y 40 2 8y 1 ROR 28 o B ik & K P
miR-219. % J& ,Zheng %" JF & T —#¢ A 5 F B fi
# 11 RAW-Exo 2. 77 (RSV&Exo) , Al T 3557 MS. &
W % 24 RSV&Exo ¥ 2 3 17 % MS /) B 4K A o AR 4
2R GRS JE R G 3R E R B, B B E MS A
PG R E R, 3R — bV AR TR T R

4.5 PR G R AT MR - AL ZE 4 I R AR AL
JE (amyotrophic lateral sclerosis, ALS) 5& — # # J&
EEHERATHERR, NEZdWETER BN
BRSO RRAE . 72 ALS B 09 28 L Sh 0 R o R
T #R T & B & G FT, 9 mSOD1, FUS, TDP43 #u
C90rf72 %" K DPRS % 4 & # M ik 2. H 7T 5§ 4k
PRAR R By — B3 XG0T ik EE WA R, ) dm EE
B 497 kB SRR W, R VT e O 3P ALS Y R ST
FR AR, Zhu F W R KRS A
T Rk, #% 18] & % 1B SCE & JF 7 (clustered regularly
interspaced short palindromic repeat, CRISPR)/
CRISPR-H X & B 9 H B AR 4 & oK, 7 UL
DERGEARBENZ2ME BHEMARE, X
S B 5 Fu 45 R A Sh I8R5 WY Fe e oY M4 R AT MR
RRAET AW, EXRFERENTFRX LKA
B AL, IR — S R 55 AL 0 I R B R, AT
HRMIET T RAL,

mEEERE

o 5 IR AT MR 1E A 2 DA T AR 6 T B RO
ERmERAERFHGHLAS , HRETNDH L
FALH, TR RRE WD AR R R L
R L e B W R e NGB s AV N
GG ENTREATEARE, EALZTHE
I 52 4 WK 2 ND o 28 ib o7 3 12 A R 4 X AE
F AN B B o R T R O 2 e TR R E
BWA BT EF A SRR D BT Ay

R AR R FE TR R AT AT
B ONIIK B T B NS RE W ZRE, AT
Bl B A 7 A — S ] R R A R, A R A1 B A
B Hy K A TR AR S A B A B R
TE KGR BN R TR F, X ] Ay
B R AR R AR B R T A LA S b A A ]
A fo st &R MK RE G R &=
H {2 f Sh 3 v 2 18 B A 3 A S AR A R R AR
LA E A, DR B R B B R M, B T
REAE—ERB Pl imf 82 & Sh btk vy 7= & A0
=SSR, —H R AR AR
Fo B, B AR — MR AR B BR
WARERTHARR. WEEZSIRELEST
EHhEE XA EaRMEE AT RO N R, E
W B B 5o LA O i B B AL A bR T DL K
RE LR, %6 U LB RERREFLR
Bt — IR

HOR b A B 2 WAL A ke AL T R
Bo MK FRENRGRENYRIFERN
Bt FIRE, Shub Rk Ak Jy An 3 58 88 1 1 00 07 &
wFREM A LI, S, TFRET A ZFHW
TR, M EEMFHR, ABEENERREEE
A, BT 4B EAHT BALECRAS DB A
TR TILFS W AEIE A TREREAEHA,
AT a3 H S AT R 40 DL 6 3235 7, LI & B
18] B 3 %, HAE I ALH R P B ARk R AL
WE T E, T Im A AR AR Ry — 2 4 RO
I ERATHERRATENZ A EEEHEE £k
M, LEEYSHLRENEL, HEMERK
HY A BRN, UV R R T S b
oy RO T AR R
FlaErsR A fEE A UIOR R
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