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Roles of miR-124 in neurodegenerative diseases
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[Abstract] As a high proportion of miRNA in the brain, miR-124 is widely involved in the physiological and pathological processes
of the central nervous system. Recent studies have found that miR-124 participates in the pathological process of Alzheimer’s disease
and Parkinson’s disease by targeting and regulating the signal pathways and proteins related to neurodegenerative diseases. Hence,
this article reviews the research progress on the roles of miR-124 in neurodegenerative diseases, aiming to provide a reference for the
research on the mechanism of neurodegenerative diseases, and provide a new idea for drug treatment targets.
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Bi] /R 2% 1 K9 (Alzheimer s disease, AD) FllfF 4
FEIR (Parkinson’s disease, PD ) J& 2 BR & UL #4058
TP, 2 KT 60 % LU F N, IFHEE 4F 1
KRR, A DA 2L, 3] 2040 A28
IRA BB OB IE | B HH 28 — R R BUE
o EHTAD F1PD i B A L AN TE AL, ST X
AD F1PD 37 Bk = A 2T B, P AD MITPD (4
FHLEIFNGETT A Sl 22 e U A

F 1981 4 &S 11> miRNA lin-4 DK, ok i
Z W R AT miRNA, miRNA J&—2820~24 4>
RAFERAL B IE gt/ RNA 38 5 5 mRNA 1 3/
B X (untranslated region, UTR) ZEA T RNA &
BEOAE I mRNA BEAR . miRNA RS I A )
I BOAR R RN R T IR, 2 5 T Mg R
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NSNS ¥ TR L NI 3 NS N = R F A 1 B e g S = B A
SRR TR AR G AR F . miR-124
VERES 1T AFE/N R R B A miRNA |, Hoe i o 5
A, A T miRNA 19 25%~48%", HAEN K
BRI B 81 58 A R] L AG w BE ORSFHE , miR-124
F A5 miR-124-1 .miR-124-2 .miR-124-3, 43 HI{;
T A Y014 8p23.1,8q12.3 F120q13.33% . miR-124
25T M0 U A3 A0 R R A R 5 )
A TP Bl R G AR RN RE R . AR SO
miR- 124 #1Lff il T HAE AD A1 PD Ah A BFoE b JE 5
JEHE,

1 miR-124 5 AD
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A=Al B R 2 R g e e pr A R A
(amyloid precursor protein, APP)EB%M@’E}% 3 by
AT T A= 1B T R A 2 1T (amyloid B, AB)
ABZEE I 37~42 2 L BR AL A, Horp K 8 4 40 T
42 [ ABKE oy A L AR LT 4k, e T L AR BB
AR ABLF4EFN ABBE PRI W] 755 T UiE 1Y Tau 3 FE
IR AL A I BN AR S N, d5e 2 B LA T
Fph 238 A 2 e hig . Hidr, AR B IR 1k 1)
Tau 5 17155 2 fil R 5 BOES 5 S 53 fish T B PE A OGS
B 5E 15t FE AR AL G Tau 25 PR AL B 22 21 2k 45
ok (neurofibrillary tangles, NFT) ; 5 fb ek /b | 2 fih m]
SHVE R WA NFT 38 22 5 AD B30 AT B AR X I
M LA A, ABITE AL PR B RIBE A 5128 T AD I
AR BB TE AR AR 0 B RS T AD R
W AR N Tau 25 A CAE , [RIE, BN A AB
1 Tau 25 F1 ARSI 84 Ry il R AD 12 W i bR ifE 2
— H B I8 i ABLT4EI) AB42 & EELH ABKIAR
Y, HARR SR SR 90%. 55— 5Tl i EE A AR
SN BEWERR AL 1Y) Tau 25 1R NF-kBFIINK 55
T [, [RESPE A rhoA e 28 2R G0 AL TR G J5 20 B R/ NG
ﬁﬁ ?E] ﬂ@f": EE HEP JEW.? ﬂ:ﬁﬁ ?—0& (tumor necrosis factor
o, TNF-a) . A4 ifi 4 % (interleukin, IL)-1 . TL-6 2514
KA RAE . WFFEERW], miR-124 3@ 14 P ABFH 2
i Tau 25 [IBERR L K- RIS RAE R N 25 T AD
R
1.1 miR-124 @3 iA42 ABRE 545 AD

B FE ML FTREE 1 247 1 1 (beta-site amyloid
precursor protein cleaving enzyme 1, BACE1) J& —Ff
JEEZE 5 1 R A 2 R B 1, KA TR A 8rb iy
P22 A RN B TR ST A i A . BACET W [R L7
AD B3 i B AE R R B 5 3 B VAL, APP 7E
BACEL -y 73 W5 g i) 2 [W] 4/ F R A2 il AR, Hrh
BACEL J& ABAE B0 FR Al . H iy , i oo 38 ) 17 )
BACE1 M FEAIE AD J & B b AR /K F-E 4 HF
I PRSEBGIRIT ADo 7 F 115 4L oAk (1142313)
BACE1 % & /K °F- 52 DNA H 31k . DNA 2 Bt 1k 1
miRNA SEF M AL A A5, TR AR
miR-9"" miR-107"' \miR-29"" \miR-124 1 miR-195"""’
EX TR Y BACEL 3635 7KF- . Horp, miR-124
XTBACE1 E 42 9§ 1) £ P38 35 VR FH C 9k 2 B 5%
UESE o A 53 B 344 9 S 2R T A 2 A T & B
BACEL (1) 3' UTR BER% 4% miR-124 254 ; IF H., 7£ AD
BE G miR-124 335 T, BACE1 Fik T, i 7E
SH-SYSY 4iiitg i #35 miR-124 5 , BACE1 357K

SR BE, I miR-124 B FRK N BACET A9 mRNA Al
FEAKEES TR, R, miR-124/BACE1 it g,
Sk AD 5538 s P R 4G 4

miR - 124 if B8 8 & #1598 55 PTBP1 & 48 APP
mRNA 37U, e 2E ABAY AL R . miR-124
X AR & 1 52 i AE H LT © 9% 8 5 , Ouyang
EIT R T ERAE AW T 1) DNA 44 K £ (DNA
nanoflower , DF ) , DF 32 ¥l T 4} I miR-124 1) #b 7
FF 38 3 00 A B B FE AR 28O0 E R, miR-124 AT
PRI APP Fl BACEL By 33k, BEAK T AB B X

BRICLIAL , Clq KIGLETP IR s R iz 3R
KIF2H T AWM R, H 51 Clql3 i Ha 4
TRV A 4% 0 A i A A4 L 1 5 miR-124
T 0 ] R Y CLql3 1R A U AB YRR B FGUIK
R AT FE S S AD R P AR, miR-124
X ABRR St IV A2 2 SE A P4 L L i
3K miR-124 %t AD AN R AIA MR R T M A
M3 miR-124 76 AD Sh# /K (AR 52 $R A3 A S 50 4%
AL Hal 5 X} AD S5 4 miR-124 fURF5EA
B/ ,miRNA 76 AD shE RN AD 3% rh 1) 3647
FEZEST AN AD B I3 A A miR-124 119
FR I AT S, 5 H A miRNA JE17 HL S, 1 22
miR-124 J2& 7548 HoAth miRNA 4 B 2 14 22K FR A, 7
BATE AD B P IEAWFF
1.2 miR-124 & & Tau & @ BB ALK P A 55 AD

Tau & [ PR BT 1975 42150, B —Fh & J
AR, 50~75 kDa [ 4 & A 29¢ & 14 (microtubule-
associated protein, MAP) , = 5 K T X p 42 &
gy, e AR PO OF T 32 B0 Tl 28 2 vty , 1855 il
SREE  EFF S R YE RN R TG, £ 97 DNA 525
PEEE S TaufEN—FBEEE T, IEH RS B4 Tau
I FA 2~3 BEIR S, 32 B ok HA S R AL K
FEAE W s, T R 28 2R 5 Tau (A5 PEAR LR U] H
BAEVT 2 1 2R A TR B S AR 7 Tau 1Y
S A A 2 — SR Tau 25 1A BEWERR AL, 1 B
PR ALY Tau £ 1R 25 1 AR HF 08 R0 4
FRE MERIVER , [RIE , 2o BE R R A0 A9 Tau 28 11 DA XUEE
THE A B 22 ] SR 235 1) o B A0 A A Y SR AE T, e
ZIE I NFT,

AD S8 5 W R AL Tau 25 1A = e S 1
Wl FL 5 AB42 i M2 W AD W A br & . T
Jia ZEOUBIF 5 &% BRIML YK P miR-139-3p \miR-143-3p .
miR-146a-5p .miR-485-5p .miR-10a-5p .miR-26b-5p
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Fl miR-451a-5p 37 4> miRNA R 7R fff 00 fio 5 9
p-tau/AB42 () FLAE , B miRNA SZHE T AD A% B
AR, miRNA °] BRI AD fAR &Y . AR F I
WFFE B EOULAG T, miR-124 X} Tau 2 11 A9 VE I HL ]
O 4k 3 ) S2 36 UFE 52, PTPNT AE J miR- 124 19 4 Jit
NLT RO ERIA TS, 25 TiFD%E
il 2 B R 27 ) 3 B, Wang 252 & P AD B /N B
miR-124 [ 5 2235 53 PTPN1 YRk K T B, [
TS B 0 T /NS S Fe 2R . %
o ik — A BF 98 & L, miR-124/PTPN1 {55 5 18 8%
T8 2k B0 GSK-3 F1 PP2A % 42 R o7 A5 A ke iR 1k 7K
-5 Ve JA /58 R VA - A6 , 5 3K Tau 88 11 A9 A B
BERR AL, NI 25 T AD () B 722 76 b ad 72
o, miR-124 &R MAE T, B 55 A9 miR-124 538
Tau & 1A BRI . 5 ILIFRR 25 A L, Kang
A2 5 P miR-124 3@ 1+ caveolin-1 -PI3K/Akt/GSK33
F I PSS T Tau 2 A BERR AL, P28 miR-124
TE AD R HE R 2 U AR I . Hou 25 4 1 15
AR BIFSE 25 BV R T AD shr s B (0 A ], BRI
T B — 2 A WF 7T F 52 miR-124 XF GSK3 Ay 18 #4
EHL

A3 Tau 8 IR AL 09 B BERR T 3R GSK3
Hh, i 4udE CDKS5 . 4548 [ (calpain) AT LA p35 5Y
VI p25 F1p10, CDK5 Hl p25 454 J5 1 i CDK5 54
P0G, 5% CDK5/p25 T 1 5103 3 Tau 25 112t
FEBEIRIL . CAPNAE Ny BT M 28 o0 i i %
K5 FE S, Zhou %5 & B miR-124-3p 18 i3
S0 1) JE T CAPNLYEES T p35 581k p2s it 72, ik
MM 2> T CDK5/p25 Z A W IE B, BEIR T Tau 19
BERR ALK - 25 Tau 8 (12 0 1R 1b o B2 1) L
Fr T GSK3 Fl CDK5, it fu & H [ i A 58 $4 58
p38a. WFE A, p38aS ' | Tau i I 2 WL
b B, 78 Tau 28 3o BRI A0 I 0 i i v 44 i 2
YEF™' . Lawson %7 & B2 0 H ) miR-124 F
VA p38a, (HFE AD B A B AD 1Y Hft miR-124 X
p38afE FH AW 58 i AR Je o AN A F miR-124 %f
BACE1 1) H 4258 1) 4 15 4 FH , miR-124 X Tau 25
R ALK T A R4 A R 2 PR A Tau B 1
PR AL U SE B, DL B 98 K2 & B miR-124 38 1o
FAR Tau 25 B IR (LAY AR T, (A BF
5% & I miR-124 15 Tau 55 B AL KSE , i T
5 Tau £ PSRRI PG RN (5 5l B A 2, AD B3R
H 22574 miR-124 %} Tau & FABERR LK SE (1R
B — T UESE .

1.3 miR-124 45402 X 9% R w45 AD

H AT, A 2 AD M &AL, B T ABRY AL R |
Tau 2 1191 BEBERRfL | S AL R S8 LS AN, fh 2 4
PESRAE WA AD i B RS VARG . B AD
TR R J , 701 A A3 28 48 R B J) 1L SR 4 3 KAt Ak
4D ZINFSE T 240 L, 3 P 1 7N e T A4 I e R i 42
RERAE R T, HF— 240 PR 22 40 L, IR AD A5
TR /N T A 43 ok 4 7 2 T (ML TR it
ZRAR P FE T (M2 B ) 2 M1 RN S5 240 B i 412 8
A, 4 TNF-o  IL-6 F1 TL- 1845 , fie gk 4 9 52 I o
M2 B /N o 248 LR T 26 R, A TL-4 1L-10 Fi
A4 K A F B (transforming growth factor B, TGF-3)
S I R AE S, A 2 p 28 A0 A T AR R ) BE
5o WFFE KRB, TE AD LR ) A i 22 R GE P AF T
R R M TR /)N 5 o 240 >0, ML 7R e 5 4 i A
HORBE TR 4 P D 12 AD i R A TR R R £ i IR
Z—

ASTA] A miRNA X 16 9 /0N i o 4 i A AR
[] , 20 miR-155 38 328 38500 /1N Jo 200 Jf 4k i ¢ i PR
AR, miR-181 FH i T Hi 4 [N F IL-10 /Y R ik
KR BFSE R R miR-124 AR IE T M1 BN
2 J5 200 L AH 5 18 TNF -0 TL-6 {1 48 K 72835 7K -,
T H 38T M2 BN e Jo3 240 i AH 5G 1) TGF-BAEHi 48
T REAKF . BT R T MR AT,
Ponomarev 252 A S miR-124 38 13 1] M1 /MRS
5 2 0 7 53 R 7 C/EBP-ocids S /0N I8 S5 41 i 1) M1 754
Ga e

AD YRR 28 98 5 SN V5 B /NI T 40 B L 0 280
FURTE I AN & AT Y5 TR 15 ot 40 it ¢ i
1L-6 Fll TNF-o 58 4 IR -, 77 A= #4290 B 1, miR-
124 AU T A1 RS ELTR I 200 i, A 488 i R 4
NF-kB [ F IR K- 0l P 28 RAE N o P2 TT
1B IR 4k 5 2815 5 F E (apolipoprotein E, ApoE)
JEAD BB HE . Zalocusky %57 & Bl & 3R 1A 1)
ApoE K& MHC- T A3k B, 5 it B gae L,
FECAD M TTIE PR R FISE T (AR HE AB TR I
KRR At AR 0 2 — . Ge ZEP T HLIFSE miR-124
AJ 3 1 8 1] P55 Rela/ApoE (E5 TS ApoE i
FIR K- Feng %5 & Bl miR-124 38 325 #8 m] 94 15
REX1 L ApoE fZ8 1k IF 140 ABROE el . Fi 2
RAE LK AT AD PD Jidii 45 5 AL SR AE L
ZE Y5 I 2R A5 AL E 55 Z2 FIBE I , miR- 124 7 i 48 g
GEAE I H I AIF T8 AE AN [R5 v A7 e 58 S, ALt
miR-124 7E AD i 28 G5 580 I vy h A FH o 22
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HARL T
2 miR-1245PD

PD 2 James Parkinson T~ 1817 42 & W &
TE P 5B AT B0 Th 4k AD J5 & A1 4 45 2, T
60 % L) I3 N R K 1.37% , 2 ok A B i
362 777, 5 PD A KB4 S R EE - EIRA
B H A5 5 35 44.8% , 3= 2 A I AR 38 B2 1 b 1k R
WU B 32 iR 92 512 sh A R, Rl AR A5 18
SEREMORER o PD AR N) R IRHLE M ANTE RS . B ETIA
AL REE R R R T BB RS | Ak R
W SNE S 2 N R T BRI 2 B RE A& T
T2 SR AR 1 - 28 fil B 25 1 (a-syn) T i 5 /M
(Lewy body) . [F] AD —F, 75 PD BEAY | rpi i 25
RGN /NI ST A IR RS , B TNF-o  IL-1 . 1L-6,
PR JIE R R A . miR-124 38 1 #2 fi) 98 T pf 22
JCPR TR 28 JAE Sy A FE R () #2385 5 T PD
()RR
2.1 miR-124 B & %0 o B oAb 2 LA =55 PD

MG EARNRBMSEFITEREREZH
PRZEARA TS A IR A, A0 A W B TS BR
AR A M 2 R 1 SRR S, Z B oo
H1 SR AE 1 ai-syn ZHL B 5 /IMACSE: PD 85 R LR )
FRHIEZ — AN PRI R AZ ) a-syn T R 2581 A
W AR S P, H WD RE b A5 Bl Bk = BHAS T 2K AT
b, T a-syn TEA L0 R . PD Y5 — L RIERAE
SRR L2 O RE M 2GR T EAE PR T, ZE PD )
g BLL AR H, miR-124 3 il JE ¥ 245 1 g 2
TG T A S A 0 5 TR X 22 1 i A 48 e (R B 4
He

Bim S 5 /)M R 1 28 G AN A R R o
ERATTIRT- I BT, - -4 58 0E-1,2, 3, 6- DU A
MEAE (1-methyl-4-phenyl-1,2, 3, 6-tetrahydropyridine,
MPTP) i 3 1) PD A& A1 Hf miR - 124 38 1 4101 ] Bim 11
FEIRVE AL TR Y A LR e 2 T
RERRIZE LAY B R, IR X miR-124 #F— A
8RB, W miR-124 Rk T+ & T p-AMPK 2 11
Fk K AR T p-mTOR By 263k /K, miR-124 18
1L AT AMPK/mTOR {5 538 %25 [ W A0
PP 2 BRI 200 . SR Chen %52 % BLAT JiE
FFEPK & W2 TF R p- AMPK 1P mTOR 2634 78
PD 9 2 B RERR 2200, PRI T+ 19 p-AMPK Al
BAR Y p-mTOR 15 PD % 22 E i g 4o 22 0 J2: 1F 1]
PRy VR SE3Gn T HIA T il — 2 S 50 E

miR-124 i) 55 —#EFE ] DAPK 1 5kt 2 245
P2 JC IR T 25 DA C , P DAPK 235 1T 2 36 95
SRR ke AL RS A AR . 4 38 DAPKI
A 3 1) 1T cu-syn 129 137 22 SR H B R AL N T
PDJER S 7E 1-H I -4-ZE - IE 25 (1-methyl-
4-pehnyl -pyridine , MPP*) 15 3 1)) PD £ 4 i1, miR -
124-3p 3833 57 1 DAPK 1 /b 4 i T, 35
EEITRER . miR-124 %t CAPNT ft 82 i) 98 35 1
FBR T 76 AD A BE5E 40, HAE PD i ¥ K .
Kanagaraj %:47:7ifm MPTP #5519 PD A2 1 miR-124
A HE ] E T CAPNT B MM P8 -0 59 4h miR-
124-3p Ji 1 58 117 8 15 ANXAS & #5 #il 2 o3 9 4
FH ) AE MPP 5 5 1 PD B B v | miR-124-3p i
b B0 ) 8 9 AE 5 5 5 5 S 0 [ F 3 (signal
transduction and transcriptional activator 3, STAT3)Ji
P2 B D B IR T IR A 2 R E , R AR
PRAGRVE ™ . LA ST 33IE 5 miR-124 76 PD
(14 B AL 1 o 3 e B R S 0 R T S Y
BESL PR & 45 1 AR R A
2.2 miR-124/§4% 2 % & BB 555 PD

T AR 1 70N 52 S5 AT R L T i T 400 i % LR ik
e 58 7 Fbt R B 72 i dh 4 R e & AR 4
JONE S Y AR . Megeer 25 F 1988 4E 1 1K
RILPD [ HA T 2 T e 28 oo R AR AE Rt ig A
49 7N JE T 241 L RN T I B i . 2006 4 Arai 457"
E PD FE 5 1 1 W A I SORAAR FR A 31 TNF -
IL-B IL-2  IL-4  1L-6 %5 241 Jifd [K -, 7 28 J5z A ) %)
NF-«kB IFN-yZE 2L, 16 AL /N B 2 i L B2 0B
Iz S5 248 6L P 240 i PR AR F T R T 2 B R B M 42T
RAT IR AR AR T, NEE T PD (A9 #E . STAT3 &
—FOTE N ARANAE )72 ok i LT R A4
Jif BRS04 VR R 9T, BER 1L 1Y) STAT3 A7
Bel-xL Mel-1 85 AH I8 T3 (H i 2238, 5 T /NI T
AN TE AL, R R R B A L AR5 STAT3 J&20F
Z miRNA WL . 40, 76 PD A2 8Y i /)N BB 5T
HH miR-93 3 3o ¥ [ 4 15 STAT3 V4% 1 /1N Jo 240 it
(RS AL, ] T SAE VL, % PD /I [l 22 ek 1) {4
P, miR-124 X STAT3 A4 i) 3815 75 FHAEF
ZPHE A T M . miR-124 58 1 88 [ 555 STAT3
0] 45 W 96 A0 L ) A R RS 0 JULAE BB 1) 98
AL T, A5 85 AR i 4 i 3 1 2R A
=0 WD T IR TR

NF-kB {5 518 A 3o 25 5 i, =
RV I G328 o7 225 FH AR AE B 0 4595 AR B A, O
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PR L o S 1) 4 A 51 A VTR I B 4 3R T R
WG, 3 BEE LAY NF-kB {5 538 B 9HIESE 5 PD #Y)
S F R YIAH G . Xing 25 JESZ miR-124 18 11 4
i) % 17 KPNB1,KPNA3 FI KPNA4 # ] NF-«kB {55 5
WK, 25 PD A RIENFE, 7 —8 gLy
MAPK {5518 2 5 4 A= 1 504k DA B RAE I
S S P A S B, p38 S MAPK 8% i B2 22— , p38
MAPK {553 % B i TNF-o i IL- 1B 25412 46 K 7, [+
it p38 F 35 [ 3R A WA C A p62 ik . Yao 55
RINAE MPTP 1753 19/ PD B AL miR-124 38 2
A ] 03] p38 1 p62 114 iR Jd /e 98 PR 1 R i
HIRAME . XY R0, miR-124 3 28 1 i /b
A 5 R 1~ (14 0 S 410 ) 2R R S o7 K A2 8 A 1
FH 4878 miR-124 45 B RUCHIRYT PD & RAE R A=)
LIy

3 INEERE

miR-124 75 fixi i i 3Rk, O kRl 2 R 52
PR BIIFFEHOS . miR-124 ] 3l o jdi s AR B4,
T 155 ApoE I 2R3k , 12 48 DR 7 1) R s R 84 e
R T BRI AD h R HEAE R . 75 PD
', miR - 124 # 5 94 5 Bim, DAPK1, CAPNI Al
ANXAS %555 [ W R 28 0 I/ T AH ¢ A9 # 3 PR o &2
ELEREM TR ER . FEF DL I miR-124 724
ZARTT B TP VR AIWE SR AT LU ), miR-124 4
B RCRIRYT 2R TR I A R AT 2D
GRS FAEM R AT PR A8 3 A0 S8 il rp i 3Rk
BXEK,
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