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The function and application of exosomes

in central nervous system diseases
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Abstract: Exosomes are membranous vesicles which can be formed by many types of cells and can be secreted into
the extracellular matrix through a series of regulatory processes. The diameter of the exosomes varies from 40 to
200 nm. Exosomes could transmit substances, such as mRNAs, miRNAs and proteins, to affect the biological
activity and communication of target cells. Exosomes could easily penetrate the blood-brain barrier and serve as a
new way of intercellular communication, which play an important role in the progression of various neurological
diseases such as Alzheimer’s disease and Parkinson’s disease. Researches of exosomes have been deepening the
understanding of the occurrence and development mechanisms of central nervous system diseases and provideing a
new direction for the treatment of the diseases. This article gives a detailed introduction about the general
characteristics and functions of exosomes, as well as their potential value as diagnostic markers and therapeutic
targets for neurological diseases.
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FAEGR IS RNA 25 B py 289 m] DLJE i R 7% 3% %5 A
FE 4 B A0 965 7 2 3 g 0 R e A R AR
155 B0 k PfRg I A R K 5 R 1) 1R 2 1
ek 96 241 B SR (1) A1 A AR TT DLIE I 75 5 H P2 0N HH i
U NK U F4up a1 T Qe r T, 3B w4
Jo ka2 A o[RBT, ANIAAR N W S B T A
U ) AR FR AN D) RRIRAS, AT H ARV 75 1 AE Wb &
WarF, NIRRT IR TS RS TR
R IR AR P

AN AR TE FRAX A0 R G850 TR T 9T S D iR
M. Lachenal %5 VB 7E R HH, AMAATT DL 5 hfiX
28 58 490 1 8 0 R 1 8 i I A B 2 ) RIS 2 3
HHZ5Z M X & RGP R A K EITFE.
AN UAATIF AU #0280 T0 R 40 20 40 i A A 2 i i 2
W AR HEREE A, T HAE R T A RGN
FINLER, FERT TG IT PR ALHT I SR RS FIE f . AL
AMIMARTE PR A 2 R GU 0 I ThRe . LRI,
PR BT FEAN I 25
1 SN EREI &I

1983 £, Pan Al Johnstone "' 7E & 4 5% 47 2
4 25 2T 2P0 0 2 A A AL 4 i A R v, S e
SRR, ELT AN s R A B R B
40~200 nm [ FEI, 7EH TR T LR T
JE4EK, BRI, M8 ik, 7ER R I
Je K I — BRI L, MRS 2 O 41 1
HNHETSUR IR AR . ELE] 1996 4, Raposo 2
RIUN B bk ELH 4304 () AR T I bR, S
T #RELGfL, TS5 R Thae s, s
RIS A A T # B &I, Caby 25 ™ F 2005
SR URAE I AN E R A 2 s uih kI B fE
MR IR, ANBRT ZAEE T M TR TR
0 s B 2R KRNI K A . Valadi
2 DO AE 2007 45 8 % 5 H AN A & A 18R ) R
mRNA JZ ¥/ RNA (microRNA), FiiF B 4 Wb 14 4
AR IUS, HAAEPIHI) RNA o] K15 — R4
AEVEEEYE . BEE SN RN B ET ORI, I
PR Th A 5. mRNA PLK miRNA 25 7]
VE NI RIRME B 2SIt A S B ) R e A (3 ik,
SR B AH AT 50 5 | S SRR 22 2 2 1) 907

2 SNIMERYE AT SHER

2.1 HNBMERBIFZRR
FAE 30 Z4ERT, MUAMERB Cau kB, H

A2 e, HPh BN 40~200 nm 4
WA (exosomes) ELE N 0.2~2 pm ()43 (microvesicles).
HA2 N 0.5~2 um fJJHT/IMA (apoptotic bodies) PAA
B A% 1~10 um [ it 98 /Nt (large oncosomes) %5 'Y,
HMIBRSK BT NS4, T AR 0 ZE I ) B
ORI, SN T AN 3 W A R A AN
WIS — 5, IMBIRIERZ N RFE T TR
B LN R - 20 N BT BRI N AR (early
endosome), [ifi J57E RSS2 E A4 (endosomal sorting
complex required for transport, ESCRT) % AH 5% £& 1 1
8, RN AR 2 A 1 /N3 (intraluminal
vesicles, ILVs) %2 Bk, e )m 2 B4 5 240
BRI G, R 2l A /N FEVRE TR 2 i A1 TR B
iP5 N

2.2 SNBAERBYEYIFLE R

MRS TN, T IR G, R
TG P 8 i 01 J2 7 1) -5 400 P R i g 1) — 3,
HFESHBEMED 2 2R BTG, 3850
o 28 T frdg A0 UL P 2 o T o 00 J 2 B 1) 0 o ) ST R
FHABYA R, RMEECTE, KER S H)E
i, AR LARRREETE, 4R NG AR TR 1Y,

ShIR N EYI RS 2R E A R, WiET
MVBs [ 5 1 (ALix f1 Tsgl01), & [ iz ft &
1 (GTPases. annexins. flotillin). #5f&4 H (CD9.
CD63 1 CD81). # k5 H5 H (Hsp60. Hsp70. Hsp90)
DA% g T A 5 B (R R e U . R R TANA
AR E AR R A R, HEILP S EE RS
WK R ARG, I CD63. CD81M %,

G =R a A ST A /% N LB TN S I A
mRNA. miRNA I/ T $t RNA (siRNA) &5 i3t 1£ ¥
Jii ", Statello %5 " BF SR W], AMAARTE R RNA
AT CAAE S ARG i ks, I BE T T 52 A4 )
RIS, IR IR € KAV 208 . BeAh, F
F AR e 25 R A 4k & B, K BE 9F % i RNA
(INcRNA). £ fif& DNA (mtDNA) X% DNA (dsDNA)-
3 [F 21 DNA (gDNA) FIFFIR RNA (cirRNA) 2545 7
BRI AL T MR . XS N K Y 2= 2 540
s L (HE AR, 25 RMAERE. i,
WA VF 2 5238 LV T X AN )ik N B AT 1%
PIEIRANIR R, IR R AR AR Bh3RA i — 2
IR EEARAMIAA B AH R T o

3 SNBEAEMZRGRRAE R RTIIER
BLCUESE, MR T4, fhaoo. R
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O P B 40 B 4 LT B A A B 38 T RE TR A A . 7
PHAIRAT R T, 5 RTEN “FiE” EaRe
g1 — RAVFHEE s AR PR B AR AL, AR UL AR
w, SMIMEZ 5 IR B BRI EL
B ZEBOE AR SR BRI, S B R AR AL . X
Pl “CEEPE” AR, BLHERT R KB e R R
K A -B (amyloid B-protein, AB) F tau & H. M4 7k
T o- R il k% B E BA R e B IR Prsp B2
25 PO AN REE AL 4 5 1 2 RGO IR D)
“EEMET EmEO, dRefEi R AR RE, IF
TEBE JG 1 X S 83 1 SRR AR BB & RGN TR AR
X3k, T ph2e o A 7 7 AR ERIX LS “REE”
WA, MTINE T LB, ERCEHEREL B,
3.1 P/RIREE R (Alzheimer’s disease, AD)

AD e — MR R YERIM A RGn, (EbE At
1T R AZ RN TR 1L 2% . AD [ BLARRAIE 2 i #f
Z e KE AP UIRE ek FEBEE, & R 5 fi 1)
145, LA H e FE R A0 AR S B p-tau ZH B )
S ofdEgist P, DA MRIEIESE, AMNBAS S AR )
AR BAN oA TRER DL Kl A M £ X B A AR 2
MR AP KA DARE A MVBs [ ILVs H1, 4
MVBs 5 i it &, TLVs A& A AR ki sh il 44
T AR RN 4H B AR rh,  DARRAC AN 71 40
AB IEAKE P, [FRE, fE AD H, AR5 tau lREH R
P RVER, B AR IRt &8 47 4 g 45 1 g Y,
tau 5 I AR XS RALKIFEE . BETCHEH, NER
2 g mT DLd i A i AR 3 tau B 1 W) R 42 T 1A% B
S HAEI & XY 8. A SCERIRGE, /MR
AL AT LAFR R B N & A tau 2R H M & oo, B A8
ik AR A ARE TR tau B RS A B O . [
BELLE A AR ) S i /N I I 200 B 350 ] DA 25
PR E0M tau 2 [ Y Eoex &,
3.2 A%E F®(Parkinson’s disease, PD)

PD /& K9 FALIK T AD 10 2238 47 T 50 .
PD R I H 25 Ffois BE 22 R AE, /L4 /)N 4 48 T 41 A
I FHIPRE S 0 5 ) 22 B R RE w22 T I
/D> Fi 5 1k (lewy bodies, &F a- RfiA% & H
HAFIEEM ) MRED., GRERHE, 572K
12 B & P 2 (leucine-rich repeat kinase 2, LRRK?2)
R i A AL PD %, LRRK2 5 Ras X
R R 255 2 MVBs 5 5 I (1) A DL SAE S A
MR e 5 B A/E M. RiE s LRRK2 5
Rab5b AHEAEF, 1fi RabSb J&iz 4 Py 77 FE 1 1 14 4
B8, (EEFELME TR, RI1441C 7£ LRRK2 |f5RA5

S RFE R W MVBs T2, MVBs 5 Jf il 4 &
HZ MMM OB BN R AT o Rl E A 1Ak
W, MUK o S AZ B 1 I B A BL (1) FE 41
F S, 7E R BB #E A0 B R I o A% R P
— A E R TR 4T R /0 T 4 S B e SR A 17
B, HRR AT A o RAZ R A2
PR B IR R ALK, 3 — P I SO R B, T
& IR AT M B

3.3 %A MRE{L(multiple sclerosis, MS)

MS J& RAEEF XM E RGN E S Rtk R
a0, LG AR a5 T I I B K R 4T
RiE, dbm S aThee i BkES . H Al AR R
JRRIEA A, FIReS &M B, G AR
WA RS K. EFERE FEUESANES 5 MS
(1% /A4 B9 B 55 F2 . Ebrahimkhani 25 B 5 9t 2 1,
HhAR R AL KRB FPUER -y (IFN-=y). JHE R 4L ]
T -0 (TNF-0). F4HA 2 -18 (IL-1P) 55 R V41 i
K7, B A5 00 98 P SONE RE W B AS It o B o, 7
eI AR AR, I S R ] P 4% 1 4 BB TOK = ) 4
WAPR N 259, G0 TFN-y 1] S503% I A 5 e i A 52 400 P
Z I 2SS R AV, TNF-o F IL-1B @ i 3%
ik — S A G Tl A I P g B 45 o L i o e (1) 2L 21
SERRIEEEREIA LLS, KR AL 2
W& R 0, dtmslasammisk B thah, Mg
JR AN R A B AN AR S TL-1B A TR 3 A S
BMEE A (MHC-ID), 0] DLt 28 5% 1 1 Jo] ]
HL, ek MS fikE B
34 RRE

i R A N AR e AN B EL AT 1R B M A R
PRI R . RV E TR R YR T CEUR ECR
b, (HREEH PTG IERAE SN P i —
THRE FLAE S T A mT LUK S8 (145 7 1 3R J AR K
AT 52 44 vIIT (EGFRVIIIL 5244 ) M 12 281 fist J5fi 78 401
Mz 2 AR 28 R A B e, A8 2kl i R A
AR, WS 40 B N MAPK Fl1 Akt {5 5 38 26,
HET S R VEGF. Bel-XL Fl p27 HE ik &k 4
MU, RZGRTHZEVEA R, Ak, Bt
— D HE H SRR T B 2 T I R I R A0 B A i A T
Y, WA, mRNA ZE7E R Ui e % s &
FEE TR, RSN T AR A e 41 i Fi
TEH LA PN B 4 2 T 3 A 7R R A M e A8 T R 2
ok B, Welton 25 B M5 i 98 41 g 375 SR I fr) 1
TR 3 B A PR S B 1 B B A T A 5 T A AT
I TR B AN M FE N, I P DASR i 3 i A A 1
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B, Rt LR, SEUME kiR,
BE— AR T B TR 240 M P 184 B

4 INDFERERFERFIOE SIATT RN

4.1 SNRATEMEZ RGEFISE R RIEF
ANIBRA T LA SR IR A ¥ P9 254, 3]
DA B SR IR 40 M 1 A2 B BORZS, BT IHESD,
5y g5 3k LG R B, 7R AR AR R A AR 4k, A Ty
ff, MOTIEAME RGRRARR M2 T A,
L RGURR R B, W m 2
J2 IR 96 A ML AT SR 2 A R R A R 3%, oo iib i)
ANIAAR F S TR KA mRNA A& F R, /e
| [ (caveolin1)™, Ff HIX ¥ Py 28 W78 1 J5 A R 1K)
22 TR i f 57 9 200 B 28 7 ML 9% ) A/ A P I 2 48
TN s D22 M R IR 988 B L7 43 B8 B0 M b M ot
PLE & 2 P i 5 40 i 8 EGFRVIIT 52 44 BT i
MS WF IR, LE A AR TR ) miR-122 & i —
IS5 A MS MR T B AT kIE, Sk
KR 2B 1 AL A R rT B S 3 I AR e Y e, 1
T 5 s J5R T A 4 7K S R 22 4 KT, b
W0 X AR N, XA YR FE ) miR-219
SN RTEBERR IR O S e R rh iR B R, AR
M, 75 A2 MS 3 il = 155 miR-219 44 B,
HMIMA TR E SRR BT E AR, 54
PSS A 22 AR P 500 =g FE ARG, W ADL PD %5, 4
U, Thr-181 [fIBERR1L tau 55 (1 & B 7E AD HE S
BRI A b B2 3600, WIEN AD (A bR
E U, AR, Goetzl 2 PRI, AD i ANbA
R AR I 2k, W2 AR DG EE 6 (LRP6).
PR PR F -1 (HSF-1) FO4M#1 R 2 1 (REST1) B &
TN, R AT AD 3R B IFHeFR. %
T PD WIBCHT A FU48 H, AR IR M ) miR-21 DA
J% miR-29a [ & & 1F PD M # vh &4 B A0 1,
Gui 5 MR, LR VR A A4 BT & miRNA
(484G B T % AD A1 PD 47 % W2 Wi, [ ik,
bR B BERIIRIR 2 RE, TN IHE RS
TR IAER L W T A .
4.2 SNIMAEREZ RGERIAT PRI
P T I A B R PR T ORER A T ig e, S
KB4 AT LA BB IT M4 R G0 % PR M2 A B
TEWGIR R o AN R TUAMRRAE (£ 73 e AT )
DATE BRYAIT 1148 2R GUi00s (B B SR . B0k, Ak
R RAT A I SE & 38, L Ife R — Y
s 8s, BT LAYEFR AR 4N B AN 8% B 2 A A2 6k

FrI N AN, FEReeE B0 i ek o ok, 4b
AR B AN H N ) EL I8 0K B 52 AR 41 R 1) e
AT SRAE B0 36 TRRSMBAARLE NIRRT 7, X
S AT e AN BESEILIY 5 PRIk, AMIMAIRIT
Pt v T YE B e s AR A s e 4, R H BT
P 34 B,

1E AD H1, B Sk SeAb b ik B & R A
JPAAT IR N T R AR REMAFEINR, W5
N DA% G 7 4HL 203 18] 7 Jo 4 ke 70 i 25 A e [
il AP PR i IO I 6 1) 0 WA AR, IV BE 8 AR AB 1)
R, AW AD RER ™ B ek AERT A E A
2% 1 (BACEL) HHVE M #1448 1 1 N- Ko 1]
B, WS AR . Alvarez-Erviti 25 9 %
HLZF FL%, B siRNA B R ATAE B b,
A AT DL g ok o i B B O Ok B OR ik, S B
BACEI f] mRNA Fl 8 [ 57 & 35 5 055 & 40 i Pk P
o DRI, £ siRNA [ A BE % 175 8k ifr i Bt F
I FAZ 2 B RN B R E X, KR R R AD

£ PD o, ARE R TI6 7 AR 1 B R
JEo WHIURM, FERFRMEPD SO, AR A4
WA [ B BRIk Ser(P)-1292 LRRK2 FI7K-F T},
FH H5 H 3 302 B ol R RS 1 R A G
BF F033E — 20 R B PR A A s A 3 2% (1) PR R A8 5 PD
TG, XAIRYT PD 42t 7 — B w5 1m0
fEIRIT s B, A AN, AL ARG IT PD dE
BHTFEI 7, RS H TG 4 Bk K B ik 3]
LA 48 [X 3, Armstrong %5 1 57 FH 14 4% QR
FERLGESE, i U S il A M AR SR AR (1) 1 711
exoCAT A DL et K Bt i fii 7 [ 08 21 H bR 42,
FEAEIX LE 2 A A AR B AT A B 2% fif s 1 1 H 1

£ MS 1, 2B B A A A AT 35 & A O (E B
RALHERERS A, TAE N MS 1 — MG 7 T B.
— 7T, SEE R E B G 1 ik E i ¢ (experimental
autoimmune encephalomyelitis, EAE) 24 s, IfiL i ' 1)
A LNG RGN b T PNTITR s N
AR 40 B 1S JE AL 7%, 33T DR 37 EAE Hilt % S A gk
RERH A, HE RS B s ) PR 52 44 o o it i
3 B St N 2D SR T A 240 R A1 5 1 L 41 )
HWrEsExY. B—J5m, KNI REEY,
IFN-y 1] SISO 9 4R 44 A 73 i % A K & miR-219 43
TR, T AR 3 i A TR RN 3 5 0 A Ak
O R TR A2 1 BT R, XA IR E PR
miRNA 731~ B SN A AT BEAE MS IR 97 H 2 21 4o 2%
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FESTUIR IR o, e DR R £ N B 40 AT AR 1)
HMUAR T I8 Far U 2500 I L B R, A R
ek A S5 b 6 L e 40 A bR A AR S P 1 5O iR
B, BAWERBITME. Yang 25 Y LEBE L i
it g v A I AL B A B A A A Al IR 254, tRAE
SE T A A T NG 368 3 o 5 e A AT R RO
PRIk, AhsR B S AT AR eI 2494, T H AT A
5 B, A HE LT I R R

5 RESREZE

A VA AN A 240 0 T) 420 Jo B0 A I L 2 28k
i, KREMT TR LI A S 534 RGP0 KA
Ay RV EBROME R AL SN AR ARG
THUB A, TR AR T — R R R A A AR
RSt 700530, CIBHT RO R GER AT %
WHFLRIIA . JEEER, ARG KBORAE (R PRiE A
JELEIIA RGUR RO T B G )T SR, (DR M
PR TR W, Bek AR N2 B A R 1677
P4 DB Bre XA X S AR #EAT IR A B
FCo WNTAT 7 fiff JFCAE 40 I 0 368 TR A 25 2 32 v ) A
KB, T HLIE 7 2R AR 2 B R B AR R R Sh
WAL E 1 PR 4 DA B Al AR Pz P T 3 1 32 AT L
o DAL, AN IR 2 F Th RE AR L AR I 4
KARGPIRTUE TR, EHAEAME RGR
TR BT eI 7 2t — PPl . Z8 EPTR,
BB R G R DU R T, SMBATE R K
RA AT RE A2 22 GE50R B2 W AR 7 1 A
AR, AR SR RS W e A R R TR
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