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[ Abstract)

pathological process of Alzheimer’ s disease by transporting various bioactive substances such as miRNAs. Expression of

Exosomes are small molecule extracellular vesicles secreted by various cells and play a major role in the

exosomal miRNA changes in the early stages of AD, and exogenous injection of mesenchymal stem cell-derived exosomal
miRNA improves learning and memory of AD animal models. This article reviews the research progress of exosomes in early
screening and treatment of Alzheimer’s disease.
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SR KBRS R AD B2 Wi A W bric
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miRNA ) AT DL H #2850 R S5 40 it 5 45 400 i 5
Tk, FEAS [ 20 ffd =2 [a) 7 38 1 & 75 2 24 9 B i
T RS R TR 1 1 A0 A 1] 42 sz Wl Mk i 72 4 43 7 B
ATLIAE R AD RIAGHA f A hn . EER
FEAINAA R LA SE 2o 10 Fiki S B2 DA T 380 6 o A8 A X Jk
RAEST R, BAT 69T M 4B AT MR Y T A
B A SCHEAM A miRNA 76 AD 12 W7 & X
FAGTT S ATLE , LA A i PR 40 07 4 FA 7
Wb AD $2 LS,

1  4pibE miRNA #EiA

HNULATE: NPT AR TR EL2 R 30~ 150 nm
(IR R 2 AL, Trams 2514 F 1981 4F | IR FE ¥
AR Oy W Y e R i A e W R NG
DLHIRREETT P20 I 5 240 B e 2 & D i) 7 51 4
i ( mesenchymal stem cell, MSC) S Z RIS R 40 i
AR RSO ML | L PR VR R IR TR T K
2 MR R A A ) AONE 1 T M 9 e
HBT MR . miRNA 85 2 il o3 20k, B 4 e &
SR TEANIAA T 38 2o 5 SR A0 B [B) # 45 B (5 5 32 14
B 0 5 A I A v 3 R e k2 4
JL BT, DA A S 400 i =2 ) )45 8 A% 3 i A ) 2
YERY S VER MBI B 24 AR 4 Z — , miRNA
Je—J i 22~ 25 MZAHF IR L) /MR SRS RNA,
5 R A 30 oK B35 X (37 -Untranslated
region,3” -UTR ) £ & M TAT 10 1 % S5t o BEL W 936107
MR Z B A 5T IE B miRNA 5 AD %955 B it 72 2%
YIFE . miRNA 7] LIS a-secretase F [B-secretase
SEVERY A AR SC il 2 Gk B T LR
VN8 H E4 (apolipoprotein E , apoEd4) Fl 2 BUFEHE
40 B foh & 52 K ( triggering receptor expressed on
myeloid cells 2, TREM2) BRIk 5 B MR H
( B-amyloid, AB) FYTH R, [AIAT miRNAs 11 3% 35 7K1
5 Tau 8 FABERRILK-F- B VI E ; miRNA (82 5 T
HAb S AD ZpAH R pLE] , b an S A Sk i
F W 2 AR AE | 5 b ] 28 1 A 22 08 o R B S
[
2 SpidE miRNA S 5/RRBERFAFRELRE

VTAER B 2 1R 2 WS8R S5 i B i 22 % A 4
il S ik HT SBVEASLAT] PR RAESF Z A A R JE AD K

AR E B BEHLA ), Abdullah 251V ] AR 1
R FRAIGE KPR, c-Jun 2 35K Wi EF ( c-Jun

N-terminal kinase , JNK) i ERAL38 I WA 1 vsg 2 21 b 44
AR, TRl 55 b — TS 4 R AE T H A R
1B (interleukin 18, 1L-10 ) HI3 5P I Jot 41 A J= & 30
ZAHMNA miRNA 368 KA T ) X 4R
HMIA miRNA W25 AD M8 2, W&o
SRUFHHM A miR-124 3 i [A]H 45 B2 R e o 240 i
A& R % 32 1K 1 ( glutamate transporter-1, GLT-1)
M s, IS ae il e 4k R
J£ fi5i i #1473 ( repetitive mild traumatic brain injury,
rmTBI) WA & AD EEKKFH R, Ge 5
TE rm TBI /) U AY (18 165 B R e S 46 40 DX b ke A
AN/ INE ST A LR TR A AR miRNA Y 3R 3K & A= el
Ag H A AR fk B B S Y miR-124-3p, A R 11 &
AD A [7) 55 A2 i B A [] A /08 JE J5it 40 i 105 44 2 s
miRNA ZZ AR RAHAR BE , X 42 78 S 1 miRNA 7
AD AN[a] A R FE T REA 22 57 , PRI 2478 AD 1)
ANTR] A S 2 AR S P R AU miRNA AT B A
FCRARAE FHALH Bl 8 5 R P A1 52 36 IR 52 Bl
SN miR-124 [ FIAHEIN, 7] LL B 1Y Relas
ApoE {5 7 i #% 1% P4 i P8 1% B 5% B 5 (brain-
derived neurotrophic factor, BDNF ) & 1k 34 il H. 3 ¥
HiARZE 11 (amyloid precursor protein, APP) Fl AR fY
A B/ | e D 2 ST A A3 DA TR B2 /N B 2
MACIZRES P AN, Micei % LI S 2T
21K 5 1 SN AR miR-17  miR-322 Al miR-485 1)
PR LU LA B R 22 TR PR Ay S I A, OF HLAE
AD /N RS e o A g 3 S T S A 2 T 20 i e U5
MRS | T8 By Ca™ /858 B L 2 1 08t 1T
(Ca®/calmodulin-dependent kinase 1T, CaMKII) f
MRALIKF BT B2 el o8 b AR eakisi/b | I fi
LA S Al J FL S M B RS I, AD I B 27 2] 3812

B DU 5 SR NG 25 132 S s ST 1 Aot 22 T R YR
MM B 1R 3 FIRIATTROR , WA A 40 i
HKAZHYINARXT AD BB IF BOR BAT — % 22 74,
ANMIFFE I T 2 T T LA () 41 ke 5L 1) [] Ao S
WAR miRNA B FIRIERA 225, 25 Bl Shi ik
miRNA 2 5 7 AD g #LAE B B2 SR 112 Fh S0 s
miRNA 51z FH 2 15 BA 0 W) s S8 245 F A
RIE SR NS HTEAR
3 ShidbfE miRNA £ 28 B /R 3% 8BRS B & R 1A 0
EHAYRICH IR

AD BETERIINAACAZ D IR SR 2
T, T SRR B2 S5 I X 2t 3 B TE M A
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T UUBUE sAN M SN BEHCFN Tau 25 4 L B2 B R (L TE
JIL AT P o 42 T A g 2 A B R TR R A
i AD BYAE PRI Py 0 1) T 16 7 B
FEE Y, Xing %58 14 meta S0 M7 & P, S A
miRNA PR EY7E AD JUHR RN D) R i
(mild cognitive impairment , MCI) £& 2 %) . 10 i £
HA W2 W (8, &8 0580 & 3L, 40 i1k
miRNA ] LIRS A 2R 09 0 A 28 W) s i ) 78 MCL
HELET 5~ 7 AER I H AD 5 O R AR A
PRAE T RX A 28 3R G2 v El P28 0 R 5 400 T 1R
JCIE AT LA 3 it P 5 e A A G AV s A SR I
IS T A0 W A 1 L )22 5 B Tt U2 45 44, mT DA A
miRNA ANBE 06 21 22 G5 Hh B4 2 0 A I 1 T e fie
P T LATE AD JBE R A0 ) it 3 L B i o Y oAl
FNSMBA miRNA FYFRIREAL X AD 5 475 10
i A DA T 325 2 T30 B V3 7 50

OG- X681 PR L ARE AR 1) A0 A A 43 5 e R
CLZ MR, F B B A ROk
BEAr B RCT HEBR €035 1k R G W U0 vE s 2R
B AR SO0 BRI L A I A s 1R P
miRNA PRI, IF B A A iR b, R 2 80
PEERAY miRNA 38 5 5 8 10256 sOsei 48 7 21
PRt R T B R T LR X I
Tt RNA 70 F A BEXTHIEAT 0 A ARSI | 3 2 5%
M) AD F I A2 MR 0 S ZE R I 22— (H bl
GEWE AN KM BE 2 1) 2%, O 4 2
RGN Ty 0k s 8 0T A P r A 2 A ) £ Uk
i IO W A IR A | 2R T AR S IR LR A ) A% Ik
% DNA Gk EAR T
3.1 Spipff miRNA ZER/RIR B IR ESE MiFN
B4 o i

LY A1 00 A 2 v 355 400 6 20 380 0 B a3 v )
A MR R IA N S — i AE X GBI ) M I i A 2
TGRS A 7 T Y Mok ik £ 1Ok 5% & 3R
M AMBAE miRNA 7] GEAE Al AD 1) EZEAEY)
PRI Z—, Nie 22 5@ P R &L AD B35
M AP AMBA miRNA A5 22 ik EJEH 21 A3
KT, EAh, Lugli 2570 kG 3] AD 54 i 2% 41
WMA miRNA A 20 MR IE KA, X PIIRESY
B8 A SR SR IMA miR-34-3p 7E AD FEE I
R T, UL IR SRR miR-342-3p 1K ARk
5 AD (kB R UM OG . (EAF I B B R AN R Fh
JEARER AD f835 S AR miRNA 35128 fh 4 &

HA 22 51 X W 7n R OR BB 58 i 5 B it — 2P K
HRTF RN AHE AD B35 B9 IS AA miRNA (1Y
BWIAE AR E ) R, Cha 7% FA L1 40 H0ks
[ff53F (L1 cell adhesion molecule, LICAM ) $t {4 2%
B WEBR B 7 15 4 AR A 28 00 ok IR Y AR W A I R R
miR-212 Fl miR-132 7K F ¥ ; Li 250270 22 40 Jifg
KB 43 F (neural cell adhesion molecule, NCAM )/
amphiphysin 1 AUbRIC KR AD 5 15K A1
& miR-29¢ Fl miR-384 YKL BT+, IF H5 AB42,
AB42/40 Tau F1 P-T181-Tau fJFEIA 5 TFAH R, X 41
718 T LA Xof A (] 48 i >k 9 1) 1l 2% /1 38 44 miRNA
HATRIR N AT BE 2 W 45 R G L, oA
WHFEXT AD & ILIE T AR A miRNA 2B 4647 53
rif & M miR-135a F1 miR-384 %35 [, fi miR-
193b Fe35 NI ; [RIHF, AD B2 1ML M & miR-384
B2 I8 K B B s T i 4 M R ((vascular
dementia, VD) F1 1A 4 7% 5 1F % 2% ( Parkinson’ s
disease with dementia, PDD) F3 Y | X U8B i
THAMBA miRNA [ [6] A6 A A] BE <3 il AD 19 5
WIS R, 5386, Wei 5512 A 8L AD
B IMIE SN AR miR-223 Fk AL, H 5 5 5k pi
RS KA = £ ( mini-mental state  examination ,
MMSE ) ¥F- 43 . Il 7 % 5% 43 2% 2 ¢ ( clinical dementia
rating, CDR) ¥F- 43 LA M I35 1 98 E A+ TL-1B8, 1L-6
FEE PR ZE A T o (tumor necrosis factor o, TNF-at)
FIRAOF B UM Ok, DL B AR ORI Ah M AR
miRNA W2 —F BA 2 E ) AD A= Pphric
Y, (AT RSN AR miRNAs 797K
SETR AR PR AR 52 0T TR R R AR
AR HE— DTS
3.2 Mk miRNA 7£ 7R % i BUm B & N & ik
rZT

O A — A T 2 S Ak 2 A e BT
XL BT o323 A S T LG S i ARG
43T NI AT B0 (40 25 2 W0 . Gui 45 3
PP AD HR A Bk W 1 AN M T miRNA 3R
IRTEARAAGIN A L AD F8 IR U Hh AN miRNA
(2 3k 5 fa B AFEAH LA 6 4> miRNA (miR-29¢
miR-136-3p , miR-16-2, miR-331-5p, miR-132-5p #
miR-485-5p) Tk AP KBS, A, Lin &
B AD B AP ML K miR-193b YRI5 TR,
1Ml McKeever 55 76 AD £ 25 1 5 VoA 00 ) 41
& miR-605-5p .miR-451a ,miR-125b-5p 1 miR-16-5p
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AR e T AN TR A2 4k, 3 B S8 i 5 45 SR
P2 SRR, AT e T ASRIRE S miRNA
TR PRI BE 22 55 D S a3 B J A8 2 1 A T
RGN, X LR BT T A A miRNA 7E24 AD
AR AT A 00 AR AR AR R I DR S B 4

FENG RIZWiRfE o /N T 65 2 /) AD B 15
AN K A AD ( young-onset Alzheimer’ s disease,
YOAD) , i # KT 65 & 1y AD f 34 V325 hy i & 7Y
AD ( late-onset Alzheimer’ s disease, LOAD ), 7F
YOAD &3 i & W A WK miR-16-5p B Kk T
W&, I 7E LOAD %A & B AL Schneider
2 (7] 8 9L g5 R /M WA A miR-204-5p Fil miR-632 AJ
FE AR 18t 1% 11 %00 380 I i 2R ( frontotemporal dementia,
FTD) B2 A Ybralidy, 1 miR-632 A e Mk Pk
FTD 2 Wi A bR . LA b 32 7 AS [R5 A2 B Bt
s AR R 2K AD ] DL 22 B 5 v A0 0 1A
miRNA 1€ Ky 2 W) b 32 9 33F 17 72 300 0 A b 4h,
Riancho %5 8 AD H8 2 B W MK FF miR-9
H miR-598 145 5 W1 W = T T A WA I 14 i 5 U
miR-9 Fl miR-598 1Y% &, #&78 iX i miRNA ] G
PRI B AR SN IR T, BRI SR R BT
AD H I B A A miRNA 1Y 24 5 k28 1k,
9 AD R A T AR A 2% (0 H R R
YU R LA T B | AT — 5 A M JEE R
W, PRI e e 0 0 A v LA SR B v 32 428 A/ T o Y
HMIMA miRNA 1Eh AD B4 S PE bR 109 el T
HMBR miRNA BT ELOR3, 55 b RIAT ) TR H R 2 I
PRAGIN i FH - BE, Song =094 55 FAD /NS
PR BR 48 Fh /MR miRNA ik & 451k, If
HJRBS T B2 AD B 00 R Wb sl 42 B
HNIAAS . A TT LUK AD B TR AN A miRNA
Kb EGRAEBRIFHE— D5 TAE,
4 (B 7R 4 RE SR IR Sh i K miRNA 1€ 24 BT /R 3%
BEBEBEST A ENARAI=

W AD WY AR B N — i =
A R E AR AR AZ i 25 1 28 2o 10 i B R 2R A R K
M RGERIFIRIT IR, AE R 9K E AR 1 1 b 4
FLA G JEU AT R SR R e Mk i R R 1, TRl B S 2%
Wl B 5 A0 M R G P A W L 3 i R R R RE
a I B AR AT RS e A e R A
MSC N ) miRNA 35 T 5 B AR, Bl J5 42 By 4
IMAERKIN 2 miRNA & A= A0 I 1) 742 A6 I K H G 1
ANE 7 2 B30 AD KRR Py AT DL s 2R il

TCIIRE . A MSC SRR M A A A T 41 51 AD KL
g5 CAL X, W51 K3k miR-29b ARSI A ] L
WA B L € b3 K Hi AR 25 11 2L A 1 1 ( B-site amyloid
precursor protein cleaving enzyme 1,BACEI) I Bel-2
AHE AR 40 8 98 T2 4 % T (Bel-2 interacting
mediator of cell death, BIM) ik 1/ AR I L,
FIM28 70 200 DT i 3 25 (1) 2 2T 242 g 911, Ma
AU o R R K St Rk miR-132-3p (4N ik
Ja & L L Ras p21  F G 46 F 1 (Ras p21
protein activator 1, RASA1) 7E VD /N B ifg 5 FlEZ J5i X
S FK D, Ras/ Akt/GSK-3B 15 538 % 30 , &
S0t R B T DX 3R R 2 3 SRR 2 KR e
HAp Ao T3 RRA%, T side7 > iC A2 RE ) T K
SR, Nakano 550K i 35 miR-146a ) H HE MSC
( bone marrow mesenchymal stem cells, BM-MSC ) V4
I APP/PST /N M i 2 Jiik 26 AP | 8 M KK S
I 52 IR B8 0 Y [R) It my DA il
K I 2 Zh I A R ) miR-146a 235N ; Bt 5 7814
ARSI LSS F], BM-MSC 431 ¥ SN A& miR-146a
YRR T BRI o 4 M, 5 SR S A Ji g SR AE I 52
VPSS ¥ 6 (tumor necrosis factor receptor-
associated factor 6, TRAF6) HYFR 15 T I%, #% K T-«B
(nuclear factor-kappa B, NF-kB) A Al Ik 20 M 1717 ek 5%
P28 JRAE SN 5 (A AT B2 AR 1Y A BUFI A 28 5T
TR BLIE A 15 B WGE , AT REAY 5L & A
[ SMIAA miRNA B35 AD e R A AL AN A [F] 5l
HHAAREAN AD S BRL T F 3, SR AD
s BRAIL TR 42 2% , H R S 56 sh ) AL JF A BRAR
U HURALL AD S Y A i R 2391 4 A R B
fiE o B4 Wenger 5540 fiff F B 5 1 R 5 Jo 1S 119
HE AT PR R T AD /N B (Thyl-
hTau. P301 S il 1Tg( tauP301 L)4510) #EATEE A7
RIX R AD /N FURSERLTE S o3 10 (] R 2 AR R AN
P Tau FPE, XML T A2 AD B By P301
L Tau ZRAZHPRELAHFAE . SRTAT, 0T A2 AD I
Wr BOAR B2 Tau 12 R A 2 BEALTE /N BRUSEY h ii
RIS FIAMB A miRNA &4 1] DUAE Ry
AD [ —Fhilfi IR YT T BOL 75 B A I AR 56 v i —
HRIIE

FEIRINIAE miRNA ) —Fh AR A% I8 204 (1
FESZBRN T _E miRNA BRERCRIF AR, I EL# ik
TS 7 2 (i 28 6 20 R G A% 338 I 1) S0 WA A
JHF B RS A 28 TR R G e 4 e A
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NENINE SRV E S VNG R S NER = St TR s
i DX 5 2 R SR AN W 5 36 ik R ) BOR (R, 4
AWEFE e, SbFE S5 T TRT LA i Ah i 1
miRNA ({8 1 5 0E 5 S0b 020 4 E, IR R0
AL PR MSC m] AGE 733 RIS IAMA T miR-21 (YA
i, It FLRE S AWk & APP/PST /N U 24 2] iE 42 B
J1o WA F IR TR Dy iR AE S I A R T s 2k
Py o35 ] LR AR R e BE ) ot R R 6 s 25
#H H (rabies viral glycoprotein, RVG) £ k&1 MSC
SRR S 1A AT LA i3 i Sk T2 )5 42 1 APP/PSIT
ZIN BT B A0 g T X el ) i, B AT b ) R I
JE A G AL AR AR WIR

5 SE5REIE

Zr LT 7E AD B R B, Ik il A
F /M IAA miRNA 35 & 47284k, 7T LAVE N
2 AD A BUEW R ; IF BHAE NN+
Y AN AR 2 3k A B B, 1T LLOKE 2 3R miRNA
(R I IAAAE SR — Bl /N3 TR 97 25 ) B0 1) i 3k %52
P hi DX, AT A I R 1230 AD $ i —Fh B i o =
{HAMIAMA miRNA 1B A — B 5L A TY J7 W 7R I R 1)
N AT SRAEAE — S BE (], 5 2 miRNA 38 5 A LA [A]
R 1R 22 T T 6 D) K T S () 38 2 PR 22 ] 14
HARE RS AT LASE IR T ROCR A A R E ER
Fx A A AN miRNA BIGTT 7 15 7 b
FELERIAE FH A 75 24 o ok ) 1 52 56 Al PRl 56 v
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