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Research progress on the regulatory role of microRNA in vascular endothelial cells

and its involvement in venous thrombosis
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Abstract: As a crucial type of non — coding ribonucleic acid ( RNA),
microRNA (miRNA) is widely involved in various biological processes such
as cell proliferation, differentiation, and apoptosis. In recent years,
increasing attention has been paid to the regulatory role of miRNAs in
vascular endothelial cells, particularly their potential impact on the
pathological state of venous thrombosis. Studies have shown that miRNAs
may play a key role in the occurrence and development of venous thrombosis
by regulating the functions of vascular endothelial cells. However, the
specific mechanisms underlying the role of miRNAs in this process remain
incompletely understood, and clinical applications face numerous challenges.
This review aims to summarize the regulatory mechanisms of miRNAs in
vascular endothelial cells and research progress in venous thrombosis,
explore their prospects as potential therapeutic targets, and outline current
research challenges and future directions, thereby providing new insights into
the role of miRNAs in venous thrombosis.
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AR BORBRZ T T W], miRNA. T 45 A K2 20 i 2 g
P B R A, JU A AR T o B A B e
Hat LA P R AR A IS A2 AR, SR TR A I
TEEREGE 5 L4 5 B 1, HEIDRE SR I sl b 5 25 B0l i
SR FETAIL A S 3, 900 A TR BRI o  K af A T
(venous thrombosis , VTE ) $&#H ik R GE N AR I, B WL
T2 Bk A2 T i ( deep venous thrombosis, DVT) ,
A5 R A S T E I R AE . VTE A5 M B8R
A MBI U8 K N B AR A A O, HLARFAE miR-
NA TR A [F]B E AT 3 3 45 A 1 4 i 2 e vl
HLVBISER 5 ARG o ke R IR R miRNA A5 3L
HELSIKAR ) 5 IA YT R X B VTE JE BGAL S
SRS I A IR
1 miRNA HEMERS5Ih6EE

miRNA A=) B3 % 5% I A SR = B BE: 4%
N miRNA EE[A7E RNA A 1T AL T 5 54 )
4 miRNA | % Drosha fiff 5 DGCRS8 & B RN E &4
YI#E AR miRNA (precursor miRNA | pre — miRNA) ;
BEETERIN A 5 5 Ran GTP BgWbEIME T T 4%z 240
J1)5; 4 Dicer Bt —LOIEIA SONEEE SR, 5|5
R AN RNA 35S 0TERE 4K (RNA —induced silencing
complex ,RISC) , % H [ ik, miRNA Fihs2 5% 5% A
- DNA FHREAY S 22 Foft PR R %S, BRARSE IR B P R
BRI H AR AN TR . miRNA J232 50 31 25 4
FLH 37 JEFHIEIX (37 untranslated region,3’ UTR) , #114l
Bl e e R A A% BE TR 5K . > miRNA W] ] 22
ANJED  — LA AT BB 22 miRNA RS, gAh,
miRNA 34 AT 33 52 Wi s PR 350 1A ) e 4 it i P
PR, AN R R A A R miRNA b, i

SO A BRI RE SRR

2 ME R K AETE AT A R 1E AL

587 PN B A 38 3 22 4 BE AL R 4% VTE, ) RE
RS HH W B 5 BUEET-#r . AR BRI T N K 4n
JLEATCBEARF I, o B 0 £ HG o) e B R T e Ak . A
eIk T8 125 175 5 N B AR M e of A ot A 0 IR
(von Willebrand factor, vWF) Bt MK+ VIl FI£T 4
F1 5 vy %% (fibrinogen gamma chain, Fgg) 21k i, if
YT A MACT 1L/ N AR T A B , 0 ot A XU 5
N B4R pS3 & H (p53 protein, p53) AR x5k
WA K S 7 1 (early growth response 1, Egrl) F1AT
AWk, 2 ZUA T (tissue factor, TF ) BT L2
LA B, S oA T RS o 5 6 5 I, Edoxa-
ban VG BEASME LAY 3 - ¥ / B B
phosphatidylinositol 3 - kinase/protein kinase B path-

way , PI3K/AKT pathway ) , | i i fb & 40 [\ 512 B &
WX, 103 P B 5300 A0 5 i 48 PR T35k 5 I
4y Z— LIM ZE#y3 8 2 (LIM domain protein FHI2 ,
FHL2) 3@ 3 # # #% A F kB ( nuclear factor kB,
NF - kB) Fli % & H — 1 (activator protein —1,AP - 1)
SRR V0 B AL e T 33k, 0 VTE
Pyk2 P45 N B2 20 RS i vWF 35 I 4N i 2
[443F 1 (vascular cell adhesion molecule —1,VCAM -1)
P — BEFEER, A I /)N BR 0 PR 0 266 B 2R 4
2 DVT SN 7 o AR 4 5 S 00 et B
[Fi) 16 5 A SNV, AR A B 5 v A R i o S M
[ 6 ( growth arrest — specific protein 6, Gas6 ) 1@ i {4 i
1/2 (extracellular signal — regulated kinase 1/2,ERK1/2)
B AL b A5 R R E 5 8 ( prostaglandin E
synthase , Ptges) , & fifi PN B2 40 IS 43 WA Ry 31 IR 25 B2, 3%
WL/ EP3 B2 (AR HE AR AR o ESh, P R
JHLRE T 1 2H 2 DR BH P 440 L &1 5% 360 (tissue factor —
positive extracellular vesicles, TF + EVs) 7] B 1223575 Vit
MR S NE 3 A5 L /INB — 200 L 2R 4 e e R T
) TF + EVs AUIG 5 A B AR BAR BETG M , 18 5 9880 i
FbkIn R KA R A TR AR LR B A Y
B 0 e o 2 T A A A e A g A M
YA IR AR AR, 78 VTE SR 2O VEH
3 miRNA 71 & P K 40 i Y Rk 1
3.1 MmME M KM% miRNA B17HiE

L PN B 200 L 5 1 miRINAL f18 9 6 2 B A /)
RNA 7EIME Y2 E I SR, T4 o
HEWF5Eh, PCR [ 51 7R 3 7K T 41 il (amniotic fluid
stem cells, AFSCs) 43k N N J2 #5248 1 ( endothelial pro-
genitor cells, EPCs) B} miR — 134 - 5p .miR - 214 - 3p
&5 12 Ff miRNA ik F i, i miR - 18a — 5p .miR -
137 4, WX 2L miRNA W] RES 5 P R 1% 206 ) 7]
Pt A, A i ZE 1 (angiopoietin — 1, Ang — 1) ]
OB K N 2 48 M2 (human umbilical vein endothelial
cells, HUVECs) J5 i 2o /5 8 & i 1k & B miR — 1233 - 3p
FOR B ERRAR, Had Fk n il N B A B Fo34k, $2
7% miRNA 75 Bz DD RETEE RS o (AR
TR I RREE R BT (A S AR IR ks AR
(hyperammonemia , HA ) i e i 1 A B AHOG miRNA
MZEFRIR . TERIRIRE I M Kok A Ak (athero-
sclerosis, AS ) A5 2 v, [N B¢ H W T8 G Ah W5 1A 3 i
miR =204 — SpA il - e L4 A 55 Ak, T s 2 i o 38 Ao
miR — 183 = 5p M HENR Pz A ge ) e ST
Hh, JE I miRNA [ 5] 3 By % 3098 P B2 400 i ( tumor
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endothelial cells, TECs ) %574 T V8 1) miR - 139 - 3p Fl
miR =214 = 3p , FFGE A8 3 11 2 gy 28 A G PR 417
BRI A A BT AT, 7E S B IKIE (arteriovenous
malformation, AVM ) PN iz 4l g A & B miR — 135b —5p FE##
A0S N K A K AT (vascular endothelial growth
factor, VEGF ) JR{ T~ 235 8, & Al fEN AVM 1978
TERGERbRAEA ™ o et e I R ) B AT
WP G RERE U -5 18 PN B DD REAH Y miRNA X
IR EERY SIREDFE A R FHR At 1 B4t
3.2 miRNA RiE5METNRERI KX TR

miRNA (235 5 M4 DIREZ AR B VI G R o
TR, miRNA BB 1 48 I 455 22 b 8 R DR ) 3Rk
SN N B2 240 B0 A A B o miR - 126 J@ i A1)
il Z Fh 48 L [N 40 sprouty A % EVHL S 5 1
('sprouty — related EVH1 domain — containing protein 1,
SPREDL) 1 #i g It UL B 3 — 3 A 98 35 I 2 2
( phosphoinositide — 3 — kinase regulatory subunit 2,
PIK3R2) , {15 N Bz 4% VEGF FY 207, DT 52 Wi 1L
B RE . 7E DVT #3% F, IncRNA SNHGI2 ff
RFR M 5a LSS & miR - 424 - Sp A0 PN B 20 i
HRNE PR ¥R 200 B 0 T, DT 4 455 1L A5 N B2 Ph g
A DVT XU oAb, hsa_cire_101209 F) 55335
5 DVT B M D - —RARH P - B FE K2 IE
FASG, HGE R 4% PI3K - Akt Fl TGF — B 38 # A F i
B RAEF M AR TE B . 55— TS B, N T
% 2 ( small interfering ribonucleic acid, siRNA ) #

K1 ATA] miRNA 5 i 30 ) e S D42 P9 B2 240 i D

M5 & 1 — 1 (activator protein — 1, AP — 1) 1] |
miRNA - 145 miRNA - 210 242 £F 44k miRNA , [7] i
7 miRNA — 124 F1 miRNA — 204, 1 2 i 3% fiti 2 Jik
1 TR R O 28 T AE, /0 M AR 56 5 Bl g s 2 X
LB 25 K W], miRNA ANAUFEGERE IE 5 1018 P fig
T AR, AR 2 FhuC LA 0 1Y & A= FLR Jé v
RAFAE HES . I, miRNA VRV 7E 0 A P br ik
Pynya T AN, B I R P T 5
4 miRNA 5%k Mm% &
4.1 18k miRNA 7EFRRK MR P HIRIET
IEAEBFFEIE S, miRNA 78 DVT oo & 4% 55 22
YERT, FE miRNA 71 DVT 835 v koK F B 2% 728
o Biltn, miR =296 —5p 7£ DVT B T i, AL
S100A4 i, #&/~ miR —296 - 5p W[ fig i i # fi]
S100 5454 2 1 A4 (S100 calcium - binding protein
A4, S100A4) 3 1552 M 1 A8 T %2 s miR — 181¢ — 5p
1€ DVT B oM i 2 F a3, BAE A A% 5
NEEE R KAk kb, i — 28 52 e Y B2 41 i D RE
AR T XU 2 s miR - 483 -3p £ DVT H#H N
B A2 3K 2 L 0 ) i 3 e g PR
T PN 2 AH 2 M2 ( endothelial progenitor cells, EPCs) i 5%
AT JSCRE T , (e 2E 40 ML 08 1, 52 el M A V5 A, sh )
BERLESCHN 6] miR —483 —3p FIHE58H EPCs 4 5 fE
FEAEHE M AR IR Y . BAh, miR - 222 - 3p 7E VTE
BEMIMK P RERH, B 500k &R AH G, 7]
A 3 3 9 92 000 A P B2 A0 I Zh fE B S kR TR R

Table 1 Regulation of endothelial cell function by different miRNAs through targeting specific genes

miRNA £ 55 FikG RO /A Irf (5 LA P9 R R AR 1 S )

miR — 134 —5p[13] AFSCs 434t %9 EPCs i -3/ 2 5N R 2 E T T AR 3HE PR B2 AELZIN L 1) PR 2 00 43 Ak , 20 P R 40 i 33
R

miR —214 -3p AFSCs 4367 EPCs i - S50 % 2 PR miR - 134 - Sp 845 P B2 401k, 193 4 B2 400
S G

miR - 18a - 5p AFSCs 434k & EPCs I 3 R P B 1 2 0 PN B AL N4k , 20T AR P T i
R

miR —137 AFSCs 434k & EPCs I R P B 1 2 5 miR - 18a = 5p Wl , 104 P9 B2 240 B IR, U820 1
VAT A RE)

miR -1233 -3p Ang — 1 3% HUVECs J5 RS / AL EE A TN B MR R, Ang — 1 5858 F R H ik
PR LA A

miR - 204 - 5p NSRS AS BRI Y TN LR A AR e T LN IS5 4 , WIS AR A MAS P9 S TRk, 4E 2%

20 M 38 3 S I A SRR RE AL (BT AR A ) 1)

miR - 183 - 5p HA b I s b B P R B AR S AR A B 200 VL B 2 , Ok L I 5 e ({2 i
e KU ) LS

miR - 139 -3p WA o TEC AR 8 JIRA AR DGR (A VEGF 300kl IR LA 2 A, Vol /0 i 83 9 e 400 6 434 ( 1 4

T R ) ARV P 98 A S LA R ) £

miR =214 -3p JRE AR R TEC th R 8 A LA e e 1) 55 miR - 139 ~3p Hip R0 8 84 10055 A= 1%, 28 35 1.

(FEE, HBEAR) (o) e Fou

miR - 135b - 5p AVM P 40 b, % / VEGE  AVM S5 B S S R [T P R A AR S, FTVE S AVML 18

UG 114

WEbRREM (5 L S R I A X ) L)
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miR —125a - 5p #l miR — 17 - 5p {EHiWEIgL: S HES
kel VIE 85 hk 55, vl BB 0 SAE
IR LA S 35 DR 8 o AR XU 5 maR — 221/222
FIEFN miR —126a —3p J8 32 P& 35 ML N B A0 a4 5
PR T M AR E SN, 5 i) I A% T2 WG 5 W A %) 2 2 F
#, [FEE, VTE B miRNA S 2235 5 AN (4 75
WOVAOC, AN A5 1) miRNA W] 58 3o 4% 328 4 6
Bl AR (7 S IR I AR T B> X e B ST R B, miRNA
FEARAL SRR K AR B A R 25 DA DG, A B
BTEA IR S ANA TR AL
4.2 miRNA 3} i8R X B FHiEE

miRNA S8 i P47 A AH I 1, £ VTE JE R
RIERBEVER] . miR — 155 W75 N B AL S RE , 20l I
IR, ] miR - 155 BEE N B AN A- A -5 FfL
EEETTRDIRE WA S R A AR5 s miR — 146D —
3p A p38 L2 ZURIHALEE S / PR 2 8
1% (p38 mitogen — activated protein kinase/ cyclooxygenase
-2 pathway ,p38MAPK/ COX -2 pathway) , 25 485E W
VA IR W I AR T B s miR — 1816 — 5p 3 st #L )
HEY2 LR A3t N e 20 M35 58 A1 A%, 0 i A0 e 0 1 K
SRR T (T AIEA 2 6 interleukin —6, 11, - 6) b7
RHEIRF o (tumor necrosis factor — o, TNF — ) ) 2 Z5
K7 (un VCAM -1 48 [aZ5F6 43T 1 (intercellular adhe-
sion molecule —1,ICAM — 1) B, 1 32 IR Fe ik LA TE )i
it N ARG, HL miR - 1816 —5p {K#5k 5 DVT B i
RRIREEAIE R KA FAHE ™ o 18 COVID ~19 i,
miR —27b -3p .miR —-320a/b - 3p ZEFE S5 EKFEMmE
PEIMAC PR FAE O, T BEM A R4 A K S S I A 32 I
BEIERL, 1M miR — 145 —5p K AT BENIRILT 5 ) Fig
ML A o R B . T miRNA. 7277 1L
TEARDCIR R i B2, 2 DVT JRY7E 4L 1R e,
e S HAE G 7 T IR S R B LA
4.3 miRNA 7EFHBKINFE T X P B8 4 ) 25 AL )

miRNA 75 VTE il i 5 73 ¥ il % S 40 i i 52
FEAE RIS . 521 5B R, VTE
22 AR miRNA, HEERE B 42T pS3 \MAPK
PI3K — Akt S5 CHE I P , 1 S8 38 §% 58 SO 5, Hh[m] 5210
W EZ AN E RE A AE S 5 & I 2ok . miR - 144 - 3p
ML B 4 I AR 4 55 5 LT Lo (hypoxia — inducible
factor 1o, HIF — lo) 5% Wi SR %0375 5 B9 I 42 B o
HIF-1a 5 PBK - Akt i g # 7 98 . &
miR — 144 =3p ] HIF — 1o B}, ¥ 7] BEH 551208 B4
AR URRE O A B A 0 1 5 A i LAk,
miR —381 —3p ][] 5 R ZREY) 1 (insulin recep-

tor substrate 1,IRS1) 7835 & Z{Z 5@ &, 1M IRS1 2

PI3K — Akt @ % b B A, TR Me B I AH DG 4

RS AEAERE . R Mg IR Z i il 5B R

Pl o KR OGRS A& B, 12348071 45 24> HA

FRZ 51 (single nucleotide polymorphism, SNP) {3/ i,

AR MR E miRNA JKSFRE O, $27n 18159 57 n] i

P miRNA kAR S o 45 1, miRNA

J& VIE B RIZAZ R4, HIRE 2 it e 78 5 RS Rl

PR RIS AL A I 425, 308 3ok 532 W O R 300 J2 52 SO

TRIE A B AR 2B 5 AT SR

5 iFig

miRNA TEIE A B4 B 2R T H 4 o ik

FERFEL, X VTE I SEMA A FAT TR 118 A= 402

SEBE TR, N IT AR BRI RS B 1 AR

miRNA @875 A B AR DI RE RAE SN S BE I AL ,

Z5 T ATE N 205, 33X — & BRI RIGYT i

PEESR IR Bt TIBTE RS A, AR, H AT SC T miRNA 7R

VTE Wi ERWIAAE— e /R e, 58, REC AR

78 T HEE miRNA 5 AR 2 ] ARG (H R 24K

WFFEATH S R A LA S B B B, k2 ORI RS ik, H:

UK, AN[F) miRNA AN [ A= B BRSOV E T Al EA7

TEF 7225, X NG —WIIRYT 7 500k T Bkl Besh,

miRNA (IR E 2%, 9 2R SN 5, HIRE

AR EAARBILTR  T RATRT

25 BRIk, miRNA e M4 A B2 40 rh 0 R 424

H VTE fIWFFEIFRE TR 7 100 RS R0 58 A7) 1

i 2 Pk, 15 BE & £R 1 520 AT 58 A IR A,

miRNA G2 A 5 Ik i T 18 Bl e 1) B S A, HE 5T

MAEPEBRE BRI 18] ML FIORS AL &

5%
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