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Abstract; With the progress of aging,the population of dementia is gradually increasing. Although Alzhei-

mer$ disease is the most common form of dementia, its etiology and mechanism has not been completely

clear. Due to the limitations of early diagnosis methods,most AD patients have not received formal diagnosis

and treatment in the early stage. MicroRNAs are noncoding small RNAs that regulate gene expression. They

are involved in the various physiological processes such as cellular development, proliferation, differentiation

and apoptosis,as well as the occurrence and development of neurodegenerative diseases and cancers. Studies

have found that miRNA is related to AD which is involved in tau protein phosphorylation, BACE1 , APP pro-

tein expression and other processes related to AD. This paper summarized the relevant research progress on

the biological function of four important miRNAs and AD,so as to provide a basis for defining the pathogene-

sis of AD and further assist in the early diagnosis and treatment of AD.
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MicroRNAs , J24< 24 22 % 1 1R 1Y) A 4t it B BE /]
RNA, IR B 2R 1, FERIE T
HEBI 2R 2R G, H 0] A8 I &1 I8 AR 26 8ot ik T P 6
FIHNA ML, 4545 3 AR EAFAE TAMAML . i3 i
PR 9 K, miRNA 1) 338 K T g 43 A 9k
J Tz T, AD 3 miRNA AT n] REA 55 1 e
Ao LASNA Mo REEA BA Sk ikl Bl
P/ INRE a5, 1 ELAT LABE R 48 N HEA T AL e
21, i L miRNA A B0 AD FLUE2 W i) A 1) =
PRGN, BEFE R, miRNA 58 1 80 i) 47 98 45 3 A
Kik, 25 au EEVIRIL BACEL APP HEH %
B AL T R Al F RV RAE SN A AD A SR
A, Pk miRNA JRA] BERCAIATT AD AUHE AT,

1 MicroRNA

MicroRNA , 2 K 2 22 M H R 1 — A A S
FAEE/N RNA, EAGRASE H BA i, 8 it 5 AL
4 3EBIIEIX (UTR) &5 SR A A ik, R &
JEORSHE R R G A, — 1> miRNA 7] 5 [a] 17
il A HE R Rk, 1 A B AT 8 21 miRNA 4%
MicroRNA 2 5 40l & & IG5 oA k& R
S SRE AN T R A R A S AR R
A BAERATEER AR o
2 microRNA 5 AD

2.1 MicroRNA-107

MicroRNA-107 5 it 28 1R 17 14 6 o %% V) AH ¢
Wang % BF 5% % $, miR-107 7E AD 3 iz it %
Ty 35T [, BACEL 5 miR-107 AL, H.
B AR PR T L B AD B9, miR-107
K- T2 8 R M, BACEL 2 17K F- 72 # # n, Bt LA
miR-107 ] AE 258 1 8 5 BACEL J P 2 3 it ¢
W PRI, PR, miR-107 12635 K ¥ AT BE A A il
15 1 B 1) LR WA b a5, S A T RS 1 3 i P
miR-107 /K575 F5 A1k BACEL R 1 3835 2k i 42 95
TR, OMVAYT AD BB A —, R
Nelson"" 2 7 % Bl miR-107 4351 76 1M 3% B I &z 5
F3KF . Huang 257 BF 58 0, 280 %8 9 13 4
B-TEM LR 11 142(AB142) 1Y AD /N, miR-
NA-107 35 T8, I ELH BN S )42 e rg: 1
Ty CAL XA 25 2 L) R K I R 1 5 (LTP) 45

P, miR-107 B T FiR iR, Ak,
AR T AB /K, 15 18 AB142 il tau 25 1%
BRALIKY-o BB, i E A ABL-42 FEAK T Al
PR 2278 37 I 17K SRR AR s 2 R A2 AR TG B
A B A BERR 1L, X L6781k 5 ] % miR-
107 BAUMR Y 0% . PRI, miR-107 B4 v] fE
FENE AD B 7S S B A5 5 TR AE R . 4i
JHE J SR A AORS PE EBR S (CDKS ) |, 7ML sl v
Pz, OB ARG AD A3 4R I &
FURH M G 5 18715 W5 1 (CDKSRI) 4% p35,
p25 ML Y p35, /N p25 Ay Rk 51 R
CDKS i JE %4k, S 2 tau H1 APP 5 [ 1 3 B2 IR
b LR R BR CDKS , B A /N B tau B R 16 7K - D
1O I, CDKS AT8E3 5 tau 8 (M 1f BERE R 1L
HAD %k, BB, miR-15/107 1E AD i 571
M |z 2 2 ik 0, miR-15/107 W] & #E CDK5R1/
p35 /K-, g5 CDKS BTGP, §: 30 tau 25 H W2
B3N, H miR-15/107 AL AT I8 BACEL J&
PRI I, DETARAE AD (9 226" . AD B I
HIfFAE Cofilin-actin BEIRZEH 2, (HELAAHLH A
It . Yao 450 Shy WAt M bR 45 # B A WL, %
P AD /DA A G miR-107 7] 8 [ 1P cofilin 8
K BRI miR-107 AI 42 cofilin 25 F K, A 16 M
) cofilin 13 FE 15 1] 1555 cofilin-actin # 1 & 1, I
HIFERTRE S AD A OC, I A 5 5 F0 P R 4 2 g
BT O BBEIAR 5 S By A 2 I (amyloid-beta, AB) BT
BUE G, & AD 1) EEIAFIE, N ER-1 (en-
dophilin-1) ,J&—F Z T RE M 1, Hoid L35 AT 14
ML 5R Bs@ A, Liu 451 B 55 91, miR-107
T I J PR R ) G A4 L %87 PN B 400 L ( ECs ) v
WIRTERRIE , TTE AR TG FR 1Y ECs B2 T,
AR BB I H J 5 114 5 M 185 0 otk J5: s )
VI H A ) Py B2 41l (endocells, ECs ) 1 5.
miR-107 jF RBTEARRFLE EIHER T AB 75 A 1ML
i B R OR R DAY 2 4 L ) R e 6, 3 55 4 ) 1] en-
dophilin-1 47 5¢, [A I, Ay miR-107 /Y5 3Rk A LA
TR AR 5 A LA 57 B A DA AT P B 40 i 2 R e
%o £ 1, miR-107 W] figi & 9715 BACEL &1 .B-
TERIERE 1 tau 25 FIRERR AL | I 5 B3 4 B O 45 2ok
B2 5 AD kA R

2.2 MicroRNA-124
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MicroRNA-124 £ F ik F P # 2 R 45, /)
SRR M AN miR-124 3Rk R INRES AT 8% 12
5T, Lukiw 25 % B, miR-124 78 i )L i 2 20 41
ORI FRIA  FEBAE AD BE 5 RIS IE F 410 B &
B miR-124 B FE# S A LG5 25 5, Smith
ZEH ) miR-124 78 AD BF I N4 . Kong
S USRS, miR-124 78 AD SR 3 R, it
A RNA FHLFEAL T AD R Delta 3K, IE K
TR T, B T AD SR 2 o B 4
Notch Ay §% AD AU, [t , miR-124 0] G 1o
JE¥5 Notch/Delta 1 [ F£ 152 5 AD k%5, miR-
124 835 Notch/Delta 8 %G 7] §E % N IG8YT AD {1
J7 1), Pk B 2% 2 68 1 AR IR AT K T
Hi, Fang 2" BF58 % B miR-124 0] REI A PR 4%
BACE1 JE K 2 5 4 g i - F 50 AD f9 & 4. An
S5 miR-124 7 5 AD A &6 LA, BF
TR I AD B #F miR-124 FEiEF5{L, i BACE1 &
HFRA B E R RIMFFR T, miR-124 7] B 245
4 BACE1 mRNA 11 3° UTR, 43 31| ] miR-124 #540)
Y WPk S BACEL mRNA FlE 439 4 &
R EA 3 T, P, miR-124 A i 3 # 1i] 9
7 BACEL 85125 AD &5, CDK5 1 5% JiE
F145 2 I ( CAPN) 5 519 p35 240 B p25 A%,
Zhou Z£ V5T F 0, AD R I miR-124-3p [
AL 454 CAPNI mRNA 19 3° UTR |, fE K4, %
¢ miR-124-3p fifi CAPNI 4 [ [, p35 11 %1 A%
p25, 3 H BRI EAE DG A I 120 FF 3218 miR-
124-3p (1) A 5G9 55 it N T 5 31 AD ZNER, AB T
R 20, I /N BGCAZRA R 5 03 . R
140 miR-124-3p 45 ] H 18 52 #0198 # CAPNA LA
RF P AD HBEICIC AAATR H Y, 9 AD VAT
PEALHH S . Stk R AD I S B
{HEASFHURI AU, Wang 27 BESEIA N, 16
KA [A] X 3k miRNA A AT GEAN[A], AD 235 /)
B B2 0T i Ey miR-124 3R3K B 23, (HE5 3
HABBFFE A, 7347 o] B 5 AR SMIFFE S AN A AD 4
MIALRA e, PTPNI 25 T 5 fill i) JE A%, miR-
124 w] &8 [m) 545 PTPN1, AD /N, miR-124 fy5d 3&
IRECUTER PTPN 25k S 30080 5 filh £ 356 B A% AT 12
BB, (H 4 F H miR-124/PTPNI 58 B , 0] AT D)5 5%
EiR . Wik, miRNA-124/PTPN1 7] §E & AD

R SR fih A SIS B B R AR, AT RE AN
AD JRITINHE N 2 — o 25 b, miR-124 ZEfR N {AR4h
£ 55 i3 NS [] X35 11 2235 T RE SR A [R], miR-124
INFTRES S AD BRI 241 Fe , (A AIF 98 45 5 22
etk DL R it — 20 [
2.3 MicroRNA-125b

MicroRNA-125 [f) 25 53 ik g 2 WF 5%, Ma
e 21 220 AD MCI % i 21 20 miRNA-125b
i 2E TRy, miRNA-125b [ 3 263k n] e 20 B g =
B s - XK AE Q1 (FOXQL) 5 miRNA-125b fy#8
P, miRNA-125b 38 55 9 #5 FOXQ1 33k, #4
CDK5 F1 p35/25 (136 ¥, i tau 2 (185 R 1L 54 0,
MR HE AD % . Jin 2575 HF5E W], AD
ECIEH X E 1) miRNA-125b 323k i 30, 78
PRAMEARI | 125D 38 Fe 3k T BUR AE I I E AL N
W AR AN T 53 Ak, miR-125b B ) 41 ) 5 41
P34 1 (SphK1) ik, i e F APP BACEL 1y
Feik, NI B-JE My RE R Ry P2k, T80 AD &
¥4 o Banzhaf-Strathmann %[24] W kI, AD g
miR-125b 54 FRik , w1 A 4 o0 o ad 3K 1) miR-
125b 3% p35. cdk5 ., p44/42-MAPK {55 L)
e tau B (8 FEE#E R 1L, DUSP6 1 PPP1CA [ iR
B AP T2 [ F Bel-W AF y miR-125b Y 1 2 4
SUIREETR I 0] miR-125b W BEAIS T tau @5 R
PRI 2 35/ 16 1 o #4778/ BUE 2 X 73 S miR-
125b W 24 T HAR % 2], A4 Bel-W DUSP6 Al
PPP1CA 1) F i, 53 tau FE I IR AL 35 I, I3 it
Ht miR-125b 7] fEXT T AD H AT E L. 4 b,
miR-125b B] )\ AB j= 4= tau B HBFERIL 55 S
5 AD &95.
2.4 MicroRNA-146a

MicroRNA-146a & & T ki N, AD /NN g 3
4 4 B miR-146a (26K T % THE 22 . BRE
W], miR-146a 75 N 28 J BT S il &% R 40 0 % 3%
KIFH S BEE AD Ay ™ 5 R 3 0 n i
', Wang 45 &3 AD 4RI LRP2 33k
R, ] LRP2 323k, AB1-42 Xof 4 fifd i) 4
B, A0ALE T B B BN s i Fe 3k LRP2, AB1-42 Xt
2 B BRI, AN PR Tk 5 3 ek A miRNA-
146a B 2 Lep2 33k, fiff 22 5 R/ 5 2 R I it
(Akt) BERR AL N , caspase3 WG D8 /D , 3 S5 4 i
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oo LA miRNA-146a v] fgiE ot Lp2 / Akt 1215
FAMMT-Z 5 AD K. B, JH AD B 5 ik
PN miRNA-146a [ /K- 0] BEBLCR IR YT 1 AD (1) —4
GRS ABAP TR AR N SE I I LA IE . #MAE
H(CFH ) J& K i 9 4iE S 7 i) 75 B4 1) P 7, Lukiw
PRy W], NF-kappab B8 (1) miR-146a 415
() CFH BE[R 23K 4% A B 7 — & P2 Ll 4% AD
KA 3 AD HN 40 Jf A5 0 rp (1 8 2
UL UEAHPT miRNA ELA X BRI RAE (55 1 3L
IRIT R WS BT 7. TSPANI2 2 miR-146 HLFR 2
— 32 F 350 miR-146a H 1] TSPANI2 75 [ £ ik,
{2t BAPP j= £ T Z 1) AB42, MM fE i AD &
P, MiR-146a 153 —#EFRE TIRAK-1 ( (1411
A ) /& TLR /T L-1R {55 H %
L CER A3, FE AR AR S R S g 3ok 78 o R 4 A
Y, Wang 258 BF5¢ 3200, ROCK1 & microRNA-
146a (1450 3 A, 76 40 OB A, microRNA-146a 11 1:F
JEFIR W ROCKT & [ 45k, 51E tau HH
R AL . i Y ROCKI siRNA J5, ROCK1
HE KT B E T, H Ser380/Thr382 / Thr383
PTEN B2 fb Uik /0>, Ser396 tau @R {1 I, 76 /)
BUBE B 257 AD /B, microRNA146a 45 S P4
HlF], &I S X ) ROCKL 2 [ KT 5, tau
FRAb Uk /b, i H, AD /N BRI e A2 D) BE 36 4 Tk 2 .
R, 20 LSS TRY J% /)N BRBE 7R 35 90E S microRNA-146a
i IR AT S tau o FEFERR AL, H1H] miRNA146a A]
AE R AD JRYFHOR T RE (T R E AR 525, 25
I, miRNA146a FlE A AT R A RIE, S HR
i SN A T tan BEIRILSE Z R 2, /5 AD
() &9

3 INESRE

MicroRNA 15 57 J5 /K- I #22  REEHLIA 2
REP A A o B Rl R A AR , miR-
NA 1422 5 338 K D RE S AT oA T 5 30, T 3o
5P ) miRNA A 9 4 BL, miRNA A g 5N
AD B2 AR B o T HL, 75 AN [R]
BrBe miRNA Fihilh o K b %2 4k, miRNA JR A
YRR A S o 7 T R R W U ) i
o MiRNA #a) i) il 2 F 8 1 5T 0 86 3Rk,
JLTFZ 5 A RS R, 5 2B AT VRSO SO AE

SR MBI A A A DA, miRNA A )i
DARAT PR B | i A S B IR T A R (U,
miRNA WFFESCA — 26, 56 T miRNA K35
9T, FAITAR 245 B AR AR W 1R 8 22 00 2 ik Bk
Z R AU, 0 H 22 J FRAE 41 i A0 2 4 5
5, RN DFFERIRTY AT, IR, AR 220 5E
LERA —ERRIRYE. HEAh, miRNA 5 AD 7 5CH)
Fi5e2n ML ZhRESE LA A fy Tk — 2 o
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