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[ Abstract] With the increasing prevalence of Alzheimer’s disease (AD), its pathogenesis has become an urgent problem in the
medical community. microRNA involves in epigenetic regulation of protein synthesis and is a biological marker associated with a
number of states, including AD. This paper mainly introduces progress made in the research of miRNA in AD in the respects of the
newly discovered expression changes and regulatory pathways in vivo and in vitro and exosomes found recently to be able to preserve
morphology of the miRNA secretion in the nervous system. The exosomes not only improve the detection rate of miRNA but also
contribute to the damage in AD through inflammatory mediators.
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BA] /R % T 2R ( Alzheimer’ s disease, AD) & — BF—> miRNA P E A 1] RE ] i %oF 107 250 A 22 1 G
FLLCIC BB AR RE F AR EAIZB AT i mRNA, K280 miRNA FEHLH P s 4 3 34
TR, R R TR B SR BT M0 B, SR 2 R 2 B SR U S, A
PE MR o AD KoLl Fv e AT, TR Rk 3R T miRNA ZE4%E S R AR
HEMMES G WS R BB RS 36 i 2s % B B P BT B miRNA fE A
IR FREEF, DEIE R microRNA JIRESH W5 Qg 2tekiy mRNA. A9 584 B 2 FE A AT,

AD (9 3 HLI DI I, 138 miRNA AT 22 F IS 1805 mRNA, 3f T
1 microRNA B2 mRNA B E R JHIKLE mRNA i 938 16 7 B Rk A R4
ik FF) miRNA T — 5 2 [ 2k P [ 2 R

microRNA (miRNA) U2 e —Fipy vk AR g st A IER ARG B & F e p 5
JEEEEEAY P EER R EREMEEER IRATYESNE (40 AD) AHCR M AW E R . J53C
FERMMER, FEAE AR Rl 25 A5 M miRNA I8 AR S H AR M 2 5 R il £ & AD
RNA ( mRNA) ¥ 3’-untranslation region (UTR) - S AR RE I miRNA 1E 5 263k 3 A7 TH ) if miRNA
HAMZHEZATRRT A H] mRNA 1k, S50, 5 AD WHHERR,
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1.1 microRNA iF75 AB EBRIEK

AR TE M RE BE P TR A P 2 A 2L & AD
(LR IE 22—, UE # FF JR AT AR 2R 11 (amyloid
protein precursor, APP) & AR W& 1, BACEI
( B-site amyloid precursor protein cleaving enzyme ) J&
¥ APP 240 AR W —Fh 24t , H i, R 2505
FH miRNA EZ5E 15 BACE]L i mRNA 3'-UTR 4%
Aok EE BACEL™ | Lei 45 #1598 & ¥ miR-29¢ £
AD BRI T R 7R B miR-29¢ 1) A
2 RE 4 Ma 9 SH-SYSY 41 g 52 56 9iF 58 miR-29¢ 5
BACE1 mRNA 1) 3'-UTR %5 & i BACE1 k34,
BACEL k3N B3 02 W AB 2B, Long %% %
I, N AD 3 3B B AR AR o miR-339-5p 7K i
Z A, BACEImRNA 19 3’-UTR A 2 > miR-339-5p
ghEA A, ffH miR-339-5p US4 AT LA 2 41
il NS J5T B 240 98 A A R N I R AR 3% 57
BACE! F %1%, Wang %7 % Bl miR-200a-3p
Wt 3 A~ H B AEBPEIX T BACE & A 3
cAMP-TEALAEAL B V3 (PRKACB) fO 2 H 55 i, A
/> AB Al P-tau 85 1 AYF= A, I HAEMRSNG 7240
M miR-200a-3p HYORIF DI BERE L FE K IAH) BACEL
8¢ PRKACB ¥ %, 1\ 24 miR-200a-3p A fE i &f
BACE1 5 PRKACB &5 AD JiBLid #, miRNA if
Al 5 mRNA 3'-UTR 454G, 8795 APP KiK. Liu
SRR T APP/PST XU LR/ REAS 2 A
YIHE B % (mild cognitive impairment, MCI) H& & &
AD B ik B W ( cerebrospinal fluid, CSF) ' {9
miR-193b, & B miR-193b i & ik o] #1 ] APP iy
mRNA FIEE &L, i miR-193b KR H R
HIFI AT iES APP _LiH 3 H &3 AD 34 K MCI &
# CSF 1 miR-193b ¥ T [, £ AD 3 CSF
miR-193b 1 AB42 A, JI4h, Lu 5% & BAE
APP/PS1 /MR H miR-138 3 i #1 il ADAM10 (— 74
fife BSR4 B AR ) Y ERIA R B TE MR R
(AB) A B, 15 MM DI RE 27 ST 10 IS Y Re B %, i ok
FEIEMY sirtuin 1( Sirtl ) A 2403% miR-138 X} ADAM10
B, [R] BF S2 56 & & BLFE AB-oligomer-treated
N2a 4 40 5 cireRNAHDACY ( circHDACO)
F miR-138 B 323k 2 T AH ¢, CircHDACO 72 T
miR-138 ML A /b T miR-138 fyRik, 5%
T sirtuinl F AR 1 FRIk B SR, I H A AD B3
FTMCI BB I cireHDACY HIREA
1.2 microRNA £ 52 fiif{s

M2 AD 1Y 53— BRCAR B 5T R B 28
fillJ 25 1 SHANKS 20 Jifd 15 2 A7 75 R B T -5 35058 fi

SEFRITIRERRE IR | T BE 2 /0304 i s S
KA T kB (nuclear factor kB, NF-«kB) 14 £ 4
miR (4l miR-34a) S/, Zhao 25" WF5T K B &
AD AT IS L R 2 N miR-34a W 1R, 5
il J5 T R A IR RR 1 SH3 FI 22 4 48 11 T 42 45 4
B SHANK3 & H 22 T, A5 8% microRNA
WA 43 BT A SHANK3-mRNA-3' UTR %8 )6 Z i - 45
FERASIE SE T miRNA-34a 78 45 A 8 i 28 it o
A SHANK3 ik B2k, 75 A 58 i 5 S 48
I SHANK3 Fl TSPAN''""21 25 (7K 5 T 8 1] fig 3
] 5 S04 28 KG Al g 1 B 28R 1T, TSPAN Z&
U R P BRI (1 (TSPAN) AR, il S 54
UYL ] A EAE G2 | X DA e O 2% 2R 1 )
LKL R, FROh YR IR R W, HLA 205 SR
P 5 B R AT SR () T RE , IS 5 b 2 AL
ARV, Jaber 25 URFST A ME AD T CA1 RNA
i, $2H T AD 1 miRNA-mRNA BB (E 5 45 (1 2l
A5 %I [ miR-34a Fl miR-146a 25 T SHANK3
F1 TSPAN-12 19 N4, Zhao %51 % I NF-kB U
() miR-34a W] AEI & 98 15 /BT 40 i TREM2 5 1
TR R PR S RAEE M 22, URIAE A
(TSPAN) "'V 3R 0] LA 5 AR Hi 1A & 1 (APP) ()
R A
1.3 AD fRIEME M microRNA IEE FKik
Sierksma F& A1 B 6 Il APPrg ( APPswe/
PSIL166P ) /INEFI TAUtg ( THY-Tau22) /N 5L 5 [X
) miRNA 251k, & Bl 6 A miRNA ( miR-10a-5p,
miR-142a-5p, miR-146a-5p, miR-155-5p, miR-211-5p,
miR-455-5p) #F L, I HH i 4 4~ (miR-142a-5p
miR-146a-5p ,miR-155-5p #l miR-455-5p) £ AD &
L 2 T DX AR e SR R L A LA R
(APPwt Fl TAUwt) 1 Fi#iX 28 miRNA Jf A 2x5] i
5 AD MHSCHIIA NG Ui AR F1 tau 2R 23 T4k
PiZe v 86 miRNA {9 1E 8 06 9 T g, K
FEUS T AD B KT miRNA [ kK
& NI T o NN N < L S R
miRNA EIAKF-2S0EE AD H3E R s

2 {&SMIRIEIESEIE Y microRNA RiA T 1A
BUE A5
Duan %278 AD /UL b % 3 miR-25 3 1
A ¥ E2 M % A F 2 (nuclear factor erythroid-2-
related factor 2, Nrf2) {5 53 1% F ¥4 Krtippel #£5% 5%
F (krtippel-like transcription factor, KLF2) , Jill 55 4}
Lz et , A 5 40 i R T, B[R] I miRNA 7]
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DAIEA By w2 02U VE R, A0 Yang 2500 X v 5
AB25-35 MLl AD K A TAHF9E & B miR-196a
P8, 1 AD KB 5 miR-196a 1T AR AD K FUH)
NN T BE R A5, IF H U A9 miR-196a 3 i T
LRIG3 ¥ PI3K/ Akt 3 4% , i B 2 21 ph 28 00
05, 8 AD RYIAEIAR 5, Kumar 557 3l 5 28 6 &R
4T JE ARG I E 52 T miR-455-3p 5 APP JE A1
3'UTR 454, kM 7E55 4 miR-455-3p (284 APP 41
i e S B A PR mRNA R (K3 T, 4k
DR N T R N (S 15 T NS -3 | I B VU 3l
miR-455-3p A] FEARZ N 1A 7 248 1 ( DRP1 Al FIST)
23k, H a4 & 1 (OPAL Mfnl F1 Mfn2) A%
ik, HET XL AEH A miR-455-3p A LA
APP  IEXT AR APP 5510 AD ORI 58 figh 57
wHARPER .

Zhao FYBIFFE 201 7 JRAR B 7% 04 1o b A S
25 ¢ Ji 40 B (human neuroglial cell, HNG 4 fifl) H A&
L TREM2 T, % in—Fh AM-34a 1] LI TREM2
B R EFa S K S, BT miRNA (adeno-associated
viral vector, AM) 7E 42 /&5 FATTXT 4 5E Pk #h 22 R 17 7%
P I LA R A TEURI A AT 8 36T AM IRYT
SRS T TS T RESE E KA, EHURTE AD
BT R TR RIS, M HING. 41 JEAC k03 3 vp 12570 e
4 miR-146a B0 3 8, 70125 525 v, R H e
AL 3 ( adeno-associated viral vector, AVV) &%
PEATHT miR-146a( AM-146a) HAYT M, Al LIHE &
W& 5xFAD AD BERLNRIRIAHTIRE

3 EIFSNMETRT RS microRNA B2

W AL AT LAR B8 Ao 22 200 i 43 Wb R T 285
2, Hod A 5 70 WA Y9 miRNA B 2 A as 4wl DL 4
i miRNA ARG AR S E— P OF e R AR, Sh il
AL I b AT A 40 L v IV 1) PR R A AT 2 1
AN, S AT SRR B Y A o BT B AR IR 2 R
T AL , 3 S 5 i 40 J ) i o AR 00 g AR 25
ARk, P2 200 0 R 8% 7 A BEORLRE BEA 1R R 4y
WAAI A PP AZ R N AR 1 5 1Y) 28 A RE A% 4 by e Ao
RASRITIRERAL , SN AR AT LR BA A 28 40 Jf 5304 1)
B X —FHIE AR S NBMAS T 1 miRNA 5 AD
RIS, A R G SNE I
(neuronal derived-exosomes, NDEs ) V280 AT 3 3 B RE
W7 43 8 311 ELISA. Mt 3% bl 75 3 i x
SNSRI 4388 51 AT 1% H] NDEs
V£ AD S5 22 1R AT 1 B i 1Y AR W b 3 1 %R
M2 FEA H B B NDEs [ RE /1 1550815 AD &

I LTI AH G 6 22 ool 22356 o 26 11 BCA T E

Goetzl 01 2016 4F38 i 7% L2 U0 IE Ml G pe 1k 2F
W R R BN IS s A 1 B T R o 4 A A A
ANIBMA (astrocytes derived-exosomes, ADEs) 247 U 1ML
M NDEs =153 2 (1% 2V B 5t 40 i AE s s ) ——4
ATV G BTG RS 5 21 24 R M 2K 1 ( glial fibrillary
acidic protein, GFAP ), 3 & 8 AD fH # ADEs
BACE-1 il sAPPB /K- 3 & T XF B4 ;2018 4E %
BLAD 83 A1 B R JE I BT MR I 1Y) ADEs H C4b
I Bb e HE M T Y 45 SR AL R R T R R A4l
PR R ) 22 HRT AR R AME IR R S C3b Al
C5b-C9 TCC My/™=A: B A1 BY B IR I 5T 240 Ji vT g
PR RIEA T, I ik ADEs B HA% 33 25 HoAth rh X
P22 250 (central nervous system, CNS) 2l fif], S:2( T
P2 IC I8 folt 1 1 %, Fernandes 25 3iF B, #% e
T L 2 AR K APP695 ( SHSwe ) ) SH-SYSY 4ff fitd i
FHRIRRIEWRE Y LA S APP F1 AB1-40, APP Fil
AB1-40 512 1Y 9 i A JoT 2 i e s[RI 14 11 78 JiE
AN LB FY | e 2B miR-21 AMBRZERR . X
T AEA BT IR A T ffAS [R) 2R R 40 i %) S s A
HORTREVE R AD 28 2 5E A o 1 4 ] B 4 7
MR Z RIE S 5 H RS Z—,

4 % i&

microRNA 7E AD AR HLEI B 57 5 401k | B 7%
AN RESE AT, SM A AE S miRNA 2044y
MR miRNA $2 M SRS Al 25 8, Dy g A AD
ARSI B o BEE XSRS SR 2208
% B IR, ) A I AR BE SR T VL IR e i
FZ AR AT e AD B — M TEIR T IR A2
microRNA A A% i 45 R A =0, ARk AT IR R AE
AD AN[APE AR B B (A JCE R 52 B A B e e 4
W R R ) A [R) FR AL miRNA 23K B 1 ek
78 DA S AH S ] 30 B A 4, RO R ER (&
A JESEH RMER) TAE, Bl PR AT HE I, R 8r
) &3
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