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miRNA7E il R 1 Bk I8 P BV it s i3t e

FWE RWW THAE™ ZEAN ETARET
(RIS B B 2 K o, ¥ 261053; R 17 A LB B, #:55 261021)

HE R A 3 Bk S (intracranial aneurysm, TA)Z B FRA 3) bk do 8 4545 5 B & 5 505 3R o &
BRI R RRA, SARRIGE, L RIERER, 58 RAR, IABEE 2 FHARMBE T I
i, PEAEALNGG SRR, IAME RIS R T 2FE, BEF—FHT, TFERLN,
miRNAR BIAW R mAuhl, £C€ QTR A RkF a2 b R EELE TR OER, X EHIRBGHE
89 FIFON . LB ATE F o @A A B K 6B L R ANAE, BT AR A B AR 69128 PR A ) Bk B SR TR
MWL ZRE T AMATEY . Z 4R T miRNAE o8 9% 32 4 323342 b 6948 A, 43T miRNAZE R
V\]ﬁ%ﬁéﬁ%/‘ﬁi‘ R BAZ )G T AR T IS o b 69 B ENME, B A A RN SR 694
VB, e K06 7 AT AR M R AR FTIRIE

KBEIA AN BIINKIEE; TAZPEAZ IR ek X T i I A AR R )

Research Progress of miRNA in Intracranial Aneurysm

YIN Ligian', WU Lili?, DING Yansheng*, JIANG Haijie', WANG Chengdong®*

('College of Medical Laboratory Medicine, Weifang Medical University, Weifang 261053, China;
*Weifang People’s Hospital, Weifang 261021, China)

Abstract  IA (intracranial aneurysm) is a vascular wall dilation caused by intracranial artery vascular injury
and other factors. The onset is insidious, and most of them have no obvious clinical symptoms. If they are not diag-
nosed in time, they will lead to subarachnoid hemorrhage, which seriously endangers human physical and mental
health. The pathogenesis of IA is not fully understood and needs to be further explored. In recent years, it has been
found that miRNAs are involved in the pathogenesis of 1A and play an important role in their formation, growth and
rupture. It has great potential application value in the early prediction, diagnosis and prognosis of aneurysm rupture.
Therefore, it can be used as an ideal molecular biomarker to identify intracranial aneurysm or predict its rupture.
This paper reviews the role of miRNAs in vascular pathophysiology, and explores the potential value of miRNAs
in the formation, rupture and subarachnoid hemorrhage caused by intracranial aneurysms, in order to provide a new
basis for the early diagnosis, clinical treatment and prognosis of intracranial aneurysms.

Keywords intracranial aneurysm; miRNA; subarachnoid hemorrhage; molecular biomarker
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FH I S50 I 7 40 e 2 R 24 PR 7 5 o )

miRNA & K 5 N 2125421 B2 1 A 4 i B %
RNA, " 55 mRNAR) 3'JERIIEX (3'-UTR)Z &, 411
Bl s Ja B, RIFFERI RIS AIEIE A Y, TR,
miRNA TN 2 P 0 7 1A s &4, (A H T
E N 2 ke R OK 22 B0 Fe T Ak TR0 e B, Bt
FEATIN N mIRNAZ S TN SO TR il K&
R 25 B ANBY BU %« AR T miRNATE
PPN ) Jk R 7 B A B sk AR AR R TR, R T
miRNATE il P 20 ik 83 RSt o B 2R XIS Tl 22 7t s
=7 MR FUHERE , B AE A B kIR 12 W s
T HRAHT I K

1 miRNA#LA R E)ZF ThEE

NBFER AT RITF A R T, £ NFER
U AN E 2% RNAGR IS & A, HARY NIES
i RNA(non-coding RNA, ncRNA). E4if3 RNA
Bk = gm o & AR T, (H A REiE I 75 3% M
SR Ja KT YR 45 R R, AE 22 B 1Y) AR B R
R RE 2 REENIER, necRNABFEK
£ S RNA(IncRNA). 7 RNA(miRNA) AR
RNA(circRNA)®, H i miRNAZ—FER . &%
PRSI PLAE P9 YR 1 JE 4D RNA, 85 7E 18~221M%
R A4 RNaselll Dicert) # AL, & REMS
IS TP mRNA R BH 66 46 B M 7 37 5% S5 7K ST 410
R RIE , HETFZ A S RN B L&A K E
SRR E R

LR W], miRNASE— R 5 AR 1) SR
FIR T, 5 R L B R R A OG, L
FEFT A B K, miRNAS M B I N AE
SN LA FUL A B T R 08 5 5 A 3 B A
UM, A EEAREEEAY. 540, miRNAK
HoAhAEgmITRNA, 7E M2 s G A, BER S
PRI 2, B2 R AE A 2 s, T R B E )
FaetE ™, [Hik, miRNATAELEZI . VEIT A3
ik Jeg B AT B A B B I I PR S A 1

2 miRNAZE MEFRIEA BT F2F AU1ER

R I, miRNAJ 1z Rk T 25N H VR 3%
", EAMUE IR IR LSRG kg e Af
HENEH, M H @ 2 FL) (w5 JAK/STAT,
MAPK. ERK. HWE)Z5 M N R0, L

BTV VLA PR R T R i A S B A R, M AE
P B0 Ik I8 PRI TR 1 B i 2R v e 4 A A L B AR
LA N ARE AT 514 — R A AR AR S R 10, 3 S0 A1
TN AR R T, FLak BE R TR 5]k i R R,
2 U B TR B R AE RN R Y Rt B AT I
ER A T AR AR miRNAR IR 15 e AL N,
20 BT AT — A B miRNATE L8 o 1) D) g
FAE AL
2.1 miRNASIE KR R

HATHIWF 70K BL, —2 miRNAF] PAS 5 5OE X
N, 7 22 Fh 20 A5 5 30 % Hh R 4 B R E ) v s A
A, HAT DG I 5200 &) 5t (JAK/STAT. MAPK.
NF-kB. ERK. p38% ) IRe ki 20 R B, B
FURIN - miR-1554FA—Fh 3 ZEM A 9E S B miRNA,
HA G 9% 20 M RE S MR 5 B2 155 31 5 miR-448-3pH
o ERIAR Y N E VR TR R .
FAENIKIE KA R SR R ) R IEEEAEH P, c-
Jun N Ui # (INK)E 5 18 2% /2 MAPK/E 58 %
0 B A R 4y, AT AR R I INKAE 5 3l BR AE AR N
5 448 i 8 TR SORE SR AE O, CHENAE U1K /1N B
P S Ik R AR AR % B, miR-21 7] Ll INKAE 5
IS RIEM KK F (IL-6. TNF-a) 724, M
M5 3509 N Bh kR T S a2 . k4, miR-25,
miRNA-17-5p. miRNA-20b-5p. miRNA-425-5p.
miRNA-27a-3p. miRNA-22-3pF1 miRNA-139-5pth
5 JORE A S B 4R MR A O¢, BARMILEIN, & —
AT, AL, 58 PEAE OS¢ miRNATE B iR 2 1AL
fil B B RVE, %8 HOCHE miRNAREAT A5G
WHIT, miRNAR] AR RAE 0 20 ik gg 2k fee sl fif 242
2R T R
2.2 miRNASIE B HAAEINEE R

M ~F ¥ WL4H i (vascular smooth muscle cells,
VSMCs)e L& £ B4 i Rl , s, JH 1.
T# R BRI 5 MmN S K BTG 1%
miRNA Y A0 B 52 7% VSMCs I R AU AL, B a]
DU 5 7 1 B i 45 6 52 VSMCs [ Zh g, (Rt
B — 25 73 it VSMCs R B FE AL A5G 1) miRNA S AH 5%
50T, WU e LR, TR N 3k
Jo o T AL TR AT B

IEH AN, miRNA R 2 MME 58 %
Mg, JF2 5 MIANE . miRNAZER & ZH
iz RRIE, W UABEERF . miRNATEE
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T VSMCsHI N 24 it T, andbsa. it I
TZRIECMZR A B4 /40, 1 I8 950098 Hh R A 5%
HEAEH . E0E, “FIE U400 B R B AT R A AE )
Jik 988 T R 2 T 1) - BB B, 55 T i 3 ik ) e i 3R
AU EL, 06 20 kR BE o () VSMCHE AR A ik Y
miR-34as2 5 — MR L B 52 p53 % 1 miR-
NA. R IERE R W, miR-34a@ i 877 -5~
[B] 78 Jii #% 4K (epithelial-mesenchymal transition, EMT)
0 R 1 KA SO AR W, miR-34a7EIA B
FHhRIE T, miR-34aif i # 7] CXCR3FI MMP-2
VA PPN Sl PR I A S LA B ) R 0, g b, A
LR, B WELE I T LA 38 R0 A 47 68 1 1
PR AR R U, Y2 miRNAT] DB
5 E W HE T I T VSMCsHIDhfg , M T A2 3k £ 4 3
WK TR L 06190, R A 75 5 K- -1 (hypoxia-
inducible factor-1, HIF-1)/2 H W& 4 5 1 41 i 3 5 Al
A 10 BB AT AT, miR-4735 LLHIF- 14K 48 1) 5 =X
2 5VSMCsZR ALY, miR-47354%E [ HIF-1/3'9k
BPEIX, fETAZ 2 miR-47353 3k N i S5 HIF-1
Wog, R A WEA S0 SMCI TR, k2
miR-4735M1 %k _FEINH] 7 HIF-1() 235 HIF-14y
S EE, IS 2 SMCHE 5 AT A% g 77 BRI 2,
AT DL miR-473 5385 1 5 [ W kT 2 JULEH it 384 5 AN
T, EIARRBFT PR EENEM . N 5
f#FEA LA L, TAZHZIH [P miR-473558 1k W% T i,
RIE K5 P 1 7™ E AR L = EAR G . [ A miR-
29bth 1] LA [ W S 5 1008 0 UL 40 P 1) % 2RO
W, TA B M7 A miR-29bi%) N i@ oS ATG14,
753 VSMCsR ALY, BEMifE IARTE A AR
Zr R AEVERUO, AR, miR-29bf I B ek BEAK T
TGF-B1 113 IA FISmad3 I FR 14 7K ¥, miR-29bil it
# ) H mRNAR) 3'-UTR, T~ TGF-B1HRIE, JFil
I TGF-B1/Smad3 15 538 4 1 45 41 H 3T A% A A 21
2.3 miRNASMEE%

7R B, miRNA S 3 k& BE 5 1) 2 AN J7 1
AR Horh— e miRNA Y I8 5 9 AL, fn i &
AR A EemiRNA R DU 77 0 A= plAH 40 i
MG orih. AT IERASE A, 751
BB R R IEE AT BARRIER .

WFFT &P, miR-143/145. miR-221/222. miR-
126 1 miRNA-155%Z 5 1 I =BT, miR-
143/145. miR-21F1 miR-126 C. 4% 1iF S22 I 4 2 98 3

PR B ORER o 2T miRNATE ML A 5 1Y
FIEMINBERIBT T, miRNA T E o N —352
I e ) 3 DR 4T LA AR B miRNA, 5 — K2
A S I AR R R T B I A AR R R T T 4
miRNAPY, miR-1267E M AE B BAT _ER XU ff
H, & B ML N B 4R M R Rk, 1R TR E K B R
P G B b 5 AR e BE AR OG , VEGF 2 H
wEEWNIME AR T2 —. HElC&RKIIWA ZFh
miRNAs A LA I 5T VEGF AR FEVE T, H 0k 1
(1A e miR-12632 v 38 1 B 440 1) o 5 200 L 285 B
77F 1(vascular cell adhesion molecule-1, VCAM-1)
et B A0 B I I8 A2 . YANG S P i GOAl
KEGG/r 1 &K B, miR-126 7] it £ 4415 Sl ik (i
MAPK/E 5% . ErbBfE 5. HARIREEGES
A B A ) IR VEGF A i T A 4% 1 25 ML 26 B
TEF, RIS # AR FIRT-PCREGIE, miR-1267E1A
BHE MG S ERE, FFH e EERE S5
PREIR/N 2 IEAH G, 73 HimiR-1263 18 K ~F 34 i m] A
g A8 AR BT RO AR . FERE S BB 9T R I,
miR-126 7] LA i N JZ #H 41 Y (endothelial progenitor
cell, EPC) 34 58 /1L A% -4 i 1 & A= Bl RE /10 e4h,
miR-12618 7] LU 5 £ > mRNAsZ: &, JEAJ LATE 2 Fif
WA REWER, B @&t — 2

23

?’Lo

3 miRNATEF A BBk BRI B AR 3
HE

IR, A FT A8 I R 1) e A e
J¥ M P B0 kTR 2 2R RN B T LI R v I H —
LG 72 RIS miRNA, #F— 20 B 52 I e A5 il
Bk T R R A R DIA OG . H AT K
I, miR-370-3p. miR-205. miR-331-3p. miR-155-
5p X miR-143/1457% v] G 2 5 fil N 2 ik 98 1) % F
miR-370-3p E i 2 ik J68 2H 23 v SR 3K 7K 7 38, 32k i
FIHIKDR A A, 385 %2 5 ik 3h Bk H i’ K DR/AK T
51 B AN VSMCISG 5E, A2 5 il A 3 ik 1R T
R miR-205 1) i B 2 1A 0T i e i B AR 1f 1 UL
S PR D ¥ 1 R T R AT 28 1 A AR A K PR (hepato-
cyte growth factor, HGF) ) Z21 1 {i it il P4 20 ik Jed (1)
JE P miR-331-3pfE A& N 1l I NF-«B/5E 5 i #%
JATNF-afICD14[{) %, $ I VSMCs 2 AL i 17 M i
FIHITARI T B2, TAMAT 2E [ 40 2 FmiR-155-5p ]
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Gk -

DL ik GREM R HFTA ) ¥ 53 AR K P 1)
miR-143/145FZ ML K P 0] e S TA T o 5.

A4k, miR-21. miR-29. miR-146a-5p. miR-
200a-3p AJ G825 fii A Bl KR (R A 2L . JINEE PORIE
F Y, miRNA-21 0] GEXT iy IfL B B R E
I H miRNA-21 1) 5 AR 21K 7K -5k 3 Jhk e a2 R
BHERER, BB IHIIA S FH M miRNA-217] N
BN RS AL 2 W B ; miR-29a. miR-146a-5p
1) 15 B 08 55 i N 2 kR A 22 . Hunt-Hess7K T
335 AE G B B S AT R B AT A B kR i 2L
A R TR T, miR-29aik A Al 1 45 L b A4 gE 1
BRI IARMBEE P, 55— R, AR
H miR-29b ) Ak 7K 2 25 T B, HAR 22 ) miR-
29b7KF B A T AR B 20 14, 7] W miR-29b . 5 1A
%445 5% ; MEEUWSENZ: B4ffi i RT-PCR4 /& T =
Ptk S M PR miRNA, Bl miR-183-5p. miR-200a-3p
Al miR-let-7b, 45 % 78, miR-200a-3p (K] iA K FAL
5 3 fikJRg 06k X 55 Ji% H I (aneurysmal subarachnoid
hemorrhage, aSAH) & &, MEIAEE FRE
Tt 51, 1IX & BmiR-200a-3p A] AE FZ A I 2

4 miRNASMIAREKER S H M
SUPRIYA 5§ P03 1 B 9% 21 Ik J6d ke Dox JB2 s st
1M (aSAH) & 2 R 6T B3 1M 2% FF miRNA T R IA
B WG T R 764 2 R IE I miRNA, Xf 3L
H ) 8 miRNA (45 34~ LR AT 54 1 miRNA )ik
17 RT-PCRA- T, &I T 8 miRNA(miR-146a-5p-
miR-376¢-3p. miR-18b-5p. miR-24-3p. miR-27b-
3p)4L4 b _E Y miRNA(miR-15a-5p. miR-34a-5p.
miR-374a-5p) 20 & H AT B 4F () T 18, HAE T 8L
b FAEYPIR S 1 55 R I 1 miR-146a-5p Al miR-
27b-3pFRIE K W TR E R 1) 5 . Bk,
1X R B I 2 miR-146a-5pFl miR-27b-3p 3R 1A A g
VB aSAHY 1% 7™ 572 15 (1) i = 48 An H B A TS
B HATRRE TS IS KB, 35 FEK I miR-26b. miR-
199a. miR-497F1 miR-365A] LLHE [ TGF-BAI MAPK
(ERCE U GRIVEZOe - YPS NNITE-2 P 3 S vAN i1 )
A0 T RR LS P JULAH i B i AN 1, e 5 Bl
B REFR R AL 200, LATES PR F RT-PCR {e FE Xt
MR ZH A aSAH R A Jo 58 = R I L FE AR 3R 4T 70
Hr, KILaSAHE R IM17E ' miR-502-5p. miR-1297F
miR-4320 =Ff miRNAFRIA % B, IF Hymism™E

F RS A B H I3 miR-502-5p A miR-1297 () 4%
B REF . TR S B, TR
{E miR-502-5p+ miR-1297-55 gk x| JIE T fias H if i 93 Ji
(2% 2R, 38 I aSAH B fE R FIF ] 2 (1 34 7s
1475 ) Fi gk et B ZH ifL 7% -H miR-502-5pF1 miR-1297
FIk KV, RIAE aSAHH A HF miR-502-5p A1 miR-
1297/KF &% Ft &, H 1M # miR-502-5p A1 miR-
12971355 5 aSAHK I 1 7™ 5 R B A7 £ 2 35 A oK
P, A L miR-4320. miR-502-5p A1 miR-1297 1] GE /2
aSAHIZWi i FEAME TR bR, [AFf miR-502-5pF1miR-
1297 7] fig & aSAHJH 1% ™ =A% BE ARG A R I8 72
M EFRFREY. PRI, G4 I miIRNAZ & fEaSAH
W VPR G T E R R TS T E IR R E R
HHEREME L

5 pIRERE

BT vl R R A B ko, RO
miRNA O N A g, 3 HmiRNA RS LAVE A B A W 1E
I PRS2 F AN AEL B0 38 28 40 A= W0 64, LA R AR ok
KPR AEFIAETT B HT A 55 . JEH miRNA B A 7E4h
JA Rk GRS Wl pRE, P AR R B
AL, IS RO R S, FR R I B A B
RS . I, miRNATE SR ENIM )2 5%
T, FEEIRPR S T BT & A HT 5, miRNAR B
DT I R A2 W R TS ) 93 1 AE AR A, i
kIR 97 16 $E AL 1 5 191, {H H #T AmiRNAYE
R TR VDRI TS A AE — 2L ) @, Bk
miRNAKG I 5E 573 B T PCRECAR, il i 72 5
Jk, FHEZGY) AT RE 2> T HimiRNA ik, I H— 8
miRNA M HH#E 5 . IncRNA. circRNAZE A4 iBRNA
EmiRNAZ B AP 528k 25, fEIAH M A 2T
R, XA B P T, EIRN T R F,
B— o FEIRS ST RE A R AR A 2B K
W7 P PN B R TS, R, 7R A 2 IRmiRNAH, F48
AN [RImiRNA R 21 & W] G4 40 2 — 2 300 it ;3 ) ik
JEH A AR EY, NN EE B2, A
MMEAIE T FRAEF B
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