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Abstract:  Ischemic stroke (IS) is a neurological dysfunction caused by the avascular necrosis of brain tissues, and its development
and progression are the result of both genetic and environmental factors. MicroRNA ( miRNA) regulates gene expression at the post-
transcriptional level through pairing with the 3 “untranslated region (3:UTR) of the target gene mRNA, which leads to degradation or
translation inhibition of the target gene mRNA. Single nucleotide polymorphisms ( SNPs) in the miRNA target regions of IS-related
genes are associated with genetic susceptibility and prognosis of IS. This article reviews the association between the SNPs in the 3<
UTRs of miRNA target genes ( VEGF, IL-1, NLRP3, MTHFR, PON1, BDNF, CRP, and HDAC9) and genetic susceptibility and
prognosis of IS.
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i P ik 25 T (ischemic stroke, 1S) o e B W AR, & N 28 AL DA B %l Y L P R IS AH R
AR B RRERE LTRSS B ER S, FL A 3 ¥ AE 4w 9 [X (3 ~untranslated region , 3 ~UTR )
HEFRmER S, HEWZ 2N EE RN RKE 1 SNPs 320 miRNAs 5§ 5k 4 AH 5. ], X 22 SNPs
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S G A R A O MO R Z A5 M (sin- 1 miRNA $EA75369 SNPs
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Kt F Dicer g 4L L, B HY miRNA 5 AGO ( Ar-
gonaute ) & [ & Ji, RNA i 3 1Y YL 3K 2 5 ¥ ( RNA
induced silencing complex, RISC) , miRNAs 7] 5 %t [#
i gl ¥ XA A, A& B AT B A, 1 R K P
A R Rl RISC 5 8 mRNA 3 ~UTR [X
58 A B 58 4 HOANEC XS, i 38 mRNA [ A, AT 5
A B, A S 5EET I TE 5
B% . CA WS UE I HEBE ] 3 ~UTR 47 7E SNPs, jX £&
SNPs Jd i 24 72 Ji A miRNAs B9 25 5 07 s 50 A2 8
5400, % miRNAs XF 36 R 3% 5t g 5, %
BRI S 3 A 1 R M pc s
2 IS #H<EE 3-UTR §Y SNPs

B A st A 5 L 2 1 R B A O i A D T
B HEE AL KT IS A5G 5L 4 5 X SNPs 1)
I REPEBF ST, {67 F miRNAs 45 4 {37 & 3 ~UTR SNPs
5518 SR E B Ty BE 1 WF 52 A0 X %5 HEwiES
IS A5G H. 3 ~UTR f¢7E SNPs Ay 3 A 1ML 48 N K¢ 4R
K A F ( vascular endothelial growth factor, VEGF) | [
2 fg £ & -1 (interleukin-1, TL-1) (NOD #f 5% 1K % %
4 [ 3 ( nod-like receptor protein 3, NLRP3) [ FH J&
PU & M iR i i fif# ( methylenetetrahydrofolate reductase ,
MTHFR ) | %} % # B 1 ( paraoxonasel , PON1) | fixi J&
Pt 25 37 A 7 ( brain-derived neurotrophic factor ,
BDNF ) . C Jz v # [ ( C-reaction protein, CRP) Fll 4
HEHE B AL E 9 ( recombinant histone deacetylase9 ,
HDAC9) ,
2.1 VEGF

VEGF J& Ifil 4 AF AT P B 240 i 38 58 A 32 2298 5
WT, Z 5y g kA s A u i E 1§
i21°%, VEGF 2 [N 3 ~UTR 17 7 £ 4~ SNPs, fi 4§
133025040 ,1s3025039 , 1510434 (153025053, H
153025040 ,1s3025039 T HIESE 5 1S M1 & A BF
FEHR W], 153025039 5 VEGF fy % ik K P A &
Binod 45" {45 {91 % HELBF 52 % B 153025039 15 1S 4
W 3 B0 A S6 . W Zhao ST R BF JE 4 R K W,
153025039 Jt K Y 5 IS (1) 5y J& M S A op e o AR B
Jo i F R, {H 153025039 TC + TT R K # 5 CC
B TR AH B TRS A R KURS B 1. 99 % o i BF 5
W23 rs3025040 5 153025039 F # B AR 5 /Y %
A (r, =1.0) o P —LRCKE D KA,
153025040 T 45 {7 Hk P I 25 B AIK 4 b 40 i A9 9OL R
i V5 1, 2 B rs3025039 3% M miR-199a A1 miR-
199b 5 153025040 £ 757 55 VEGF mRNA 1y 45 &

“HE

1=
, B

U

T8 VEGF [ Ik /K F- 2% 35 , DT BG In 1S TS A R 1
U
2.2 IL-1

TL-1 2 fig e i 453 43 ) 0% S A9 A8 0 0 [+, &
B3 b IL-1a 1 IL-18 15 R 7 8 2 45 A,
SEU 95 091 Xk BEF S S BRLAE W | LR L I 5 A IR
[E] s H ol =R AR BB A\ rs3783553 ins/ins
SR ALE IS By s fE e R . i — 2P S,
1s3783553 B Wi miR-122 5 IL-1a mRNA B %454,
FECIL-1o K FF &, e 288 1S 1 HR 0 KURS .
Yang 215 35t 5 1) Xk BEAE 5 A0 PR Ak 41 i 52 5 %
B, IL-1B-511 TT/CC 3 [F %58 33 75 NF-«B miR-
NA ,iNOS \MMP-2 il Bax % [4 353k 52 W 1S 19 % %5
R o
2.3 NLRP3

NLRP3 4 i 14 78 /N 8 53 40 Hi L A2 T e J5 4 e
PR TT N R A L S 2 H o 2 R PR SR G AT
6 P RATE RN S 5 8l ks B A Ak L .0 ULAE BE A
IS {56 2/ B A2 . He ki NLRP3 mRNA 3 -
UTR w5 A miR-223 454 7 5, 76 /) K BT 40 f 30
i FE H miR-223 1] F i NLRP3 3k, 1 i3 Caspase-
1 TL-1 400 ) 58 A 52 7 9 i 7K e R o5 3 i 28 2
fet™) . 1510754558 £ 24 47 F NLRP3 iy 3~UTR,
Zhu %1 % 1 NLRP3 rs10754558 G % {3 & [ Af
AE T4 miR-223 F %1 45 & {7 &0, % i mRNA 5
miR-223 Z5 4, i b 8 NLRP3 (1 %% 5%, % 5L 55
gk ML 2= W] NLRP3 rs10754558 0] f8 5% 0 o [ I ik
NHER IS (1 B8 KUR: , (H B = 78 b A BE &2 )
FE R A 2 B8 2 52 05 50 IE
2.4 MTHFR

MTHFR 2 [7] Y 2 bt 24 |2 ( homocysteine , Hcy ) I
IR AR Y OC B 6, B IR MTHEFR 3% 4 77 3% i
H Hey /K OF, BEAR I 2% i 82 7K OF, £ i 2 i &
J& . Jung 25" 1 % 0 % BB B 5T % B, MTHFR 3 -
UTR 154846049 Fl rs4846048 5.0 Y5 % 1S 1) 2 5
JA\ e (. 2 A 5 ( MTHFR 154846049 CC vs CA + AA;
OR =2.145,95%CI =1.203 ~3.827, P =0.010;
MTHFR 154846048 TT vs CC: OR =10. 146, 95%
Cl=1.297 ~79.336, P =0.027), He 2" J
500 45 IS 8 M 600 4 fd B Xt BE & S BF 58 4 42,
9l MTHFR 3 ~UTR F 4~ SNPs | % ¥l H 1 1s868014
TC/ CC K& R/ 55 1S 1y f8 i XURS: A 00K ) TS
FA L, #E— 4 5208 F B, MTHFR 1s868014 TC/

Wang

E/
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2020 4F 47T % 3 W

CC J& A A AT {2 #F miR-1203 %5 &, 5 8 MTHFR 7£
20 it F A K P 2, 1R AR IS B XURR o Shi 41
WF3Y % B, MTHFR rs141884651 GA/AA L [H 1 5
IS 1y £8 XU Sk 35 A5G (GA FE R B OR = 0. 68,
95% CI=0.22 ~0.87,P =0.02;AA 3L # OR =
0.45,95% CI=0.29 ~0.58,P =0.001) ,A %fy
HHEKIS HEPHZE(OR=0.57, 95% CI =0.29 ~
0.69, P =0.002), ## W% 56K MW E,
rs141884651 Jf ¥ let-7f 1 miR-196a 5 I 3 P
mRNA [ 45 4, T 67 ] 3 5 MTHFR 33k .
2.5 PON1

PONs J& £ 4 i1 M /K fif i < W, £ % i PONT |
PON2 il PON3 St [H 41 ik , PON1 3t [ £ 75 ¢ 5 A~ 1k
] 25 5 60% L4 -, PON1 ) SNPs 5 %k 4k 3h ik
PR W PR G 1S %5 2 Fhop e A 56 Lin 45
W98 % B, PON1 rs3735590 A [A) 3L 5 ) ( CC . CT
TT) f) miR-616 #l PON1 W45 & 17162 5, C %4
H K 3d 2oF T 48 mRNA-miRNA 25 &5 S 8 PON1 1 {I%
Feak , DTG 1S £ e XU o
2.6 BDNF

BDNF 2 & E FHEARXBGR N, Z 587 I1E
AN TR MR A S WK A, A S Al e B B RN )
b Bl 5 R0 A o€ A= KL 2 ik AT 9 M Il A AR R DL K
& B e R 22 0 B & R L Lin 25 g 41
S BB 5T % B, BDNF 3 ~UTR 15712442 5 1S [ %
JA TS AR G, R 9% 0 28 Tl I 2 TR 5, rs 712442 £
S MEAE miR-922 5 BDNF mRNA [ 454, f#i 15 TC
5 CC JE [N 78 A8 3% AH % TT JE B 7Y () BDNF (1) 3% ik
AT, AT A B b 22 T B8 R A7, L4 R R
rs712442 g2 IS MBS MR & .
2.7 CRP

CRP J& py M & A 00 1 3% 26 (1, 3 % 8 ok 2
— PR PE AR W, 2 IS ) RE WS A9 2k Sz B A
F, Elena %77 1 A W 5 B AT ECT 30
AN JAEAH N (1) 68 4~ SNPs, 7F 1987 fi] IS %
1698 {3l {t FE Xf B v AT 0 A, KB, 4 4% CRP 3~
UTR rs1205 7E 1Y 3 4> SNPs 5.0 Y5 B 25 oo A ¢
i Wu 2520 9080 B, 1s1205 4 & F A H /Y 1S
RO RS AR T B AR Al SN R, Zhang %5
gy A\ 378 fi] IS H & F1 613 ) fdt J3E %t B 41 3 17 0F
5%, K AL 45 rs1205 7E N /9 4 4~ CRP SNPs, 25 1 i}
N H o 3 A4~ SNPs ( 1s876537 . 151205 Fi
153093059 ) 5 fil 3% CRP /K & F A K. LU LESLg

¥pxf CRP rs1205 fi 17 A HE Y 5& B 43 AL 0F 5%, {5 6k
Z FLAL ) Ay 52 30 E 48 o
2.8 HDACY

HDACY FZ A 3/ 7 L Bk fl 2 S WAL, 8%
7 i F1 B i UL eb e K P 2Rk, T 8 R RE
JOL 20 MU T L P A O P R A LA R R AIR R
B H MR E, T B A AR 2E NS
i T4 IR DAY B 4 I il S L O A LI 4 2
H & BE 4y B ( genome-wide association study ,
GWAS) $ili & 24 1 £ , HDACO B[ 2 35 1E 5 K 1M
B IS W YIMI LY . Rainer 477 3 4 BT R [ BK
U RO A 3L 3127 i 1S i A 9778 i
TE X B L B, 80 HDACY J2& K 3l ik ok A i fk
50 i 71 BE ( large-artery atherosclerosis stroke , LAS) [
S SR IR B 3 ~UTR 152023938 5 LAS
LEES
3  Efh IS 8 E K miRNAs #{] ;289 SNPs

H ET3 A 177 2 A v A oG ik B 155 i i, I 3 — T3
GWAS WF7E L S 45 7 214 AR, Hop 4 4F 120 4>
AR G AR L, 62 AT RE T AR b H A JC R R
A NBEOE TSR AH O 5L 5 LA Kok B GWAS fi g 4l 18
32 AN R 3G B 5 DR AT T Il DR 3R R A R
] o A o 3t A 2 1 R B — T 3k 52 7 A BA )
WESE IR 288 T 32 A 5 2 v i AL 4% DDA
KHEEN, Horp 10 A A8 [H bR F 55 b 8 B4kl ,
HoAR 22 A BRAE R 48 43 B9 25 b AR OC Y ik T IX
SR o R AT A S N 2 A A PR L)Y A
XF AR A E g A X (fL 4G 3 -UTR) 1Y £ 35
P R B AL, A2 P A G R A 3 ~UTR SNPs 5 1S 5
IR BETE O LA i — PR E
4 miRNAs & EE S SNPs £ IS 893873

miRNA 55 88 35% PR 25 5 AT R ok A2 25 ) B s 2 1 1Y
F3B, R0 25 W) W AR DL B 43 A, miRNAs 25 4
{37 1 SNPs 7 fil 5 S 25 3025 1) U . Sennblad
AR S UBTL B R B3 T 4 A4 FXE 3
UTR SNPs PR #Z& miR-145 B{ miR-181 X} FXI
PE AL, 92 50 45 R R miR-145 5 miR-181 1y
o F R AT BEAR A FXT 3~ UTR JBORL 4 3% 41 1
POCR MG M, R miR-145 B miR-181 8 3 &[]
F11 mRNA {15 3 <UTR 835 FXI 15 32 3% K 7, fH £ %
ik #& SNPs %} miRNA-mRNA (%) 45 & B A7 J) s vk 1
o ZBEFEEE A R T i A% 48 AR 0 3R T O e, 4l
miRNAs 5 HTHG ST 1S BN Al BE o

=
s
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5 SEERE

H A % miRNAs 85K 3 -UTR [ SNPs 5 IS 119

AIF 9 T 2 A 458 5 1K P 20 A A 2 i 6k P i o o
e NHEWE TS 15 1R 9 A0 S B B S AR 45 A, A e B
SNPs 55 IS Ik (9 [a] I $R R I 2 1AL W) 2 HL il o (2
J&—/> miRNA A] DU # 2  #E 2 I, — 4> 25 A
] 3% 3] Z 4> miRNAs () 98 4% ; miRNAs $LJ% ] 7] 2 5
IS {9 AN [A) {5 5 3l B, T2 A2 2% i R 4% R 2% . H Rl
A % miRNAs [ BF 5% 5 224 P fE B miRNA 5 0L
HLHE [N K SNPs 2 (8] f) D) B8 B ik -, 4% T %) miRNAs
10 98 5 9 25 R AT IR A RE TR AR T LAk i e %
Ja VAR HLE, LU O 1S B2 W iR T L B 4R
A7 B B B 2 R
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