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[#ZE] miRNA 22— RNA 5F, KR N 19~25 DETFER , 38 U0 R 51 I A5G 58 Bl
P AL T A R SE R A A K, miRNA FEURT VK M A T B & 26 | & B SR o7 rh e 3 T A 1 g A
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BoJA 15 miRNA (932357 REXS DVT HYREE AR HEE T, A SCGAFEA I8 T miRNA £E DVT G Ri2 W AE 57 i
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Research progress on microRNAs in deep vein thrombosis
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[ Abstract]  MicroRNAs (miRNAs) comprise a class of endogenous RNA molecules with a typical length of 19~25
nucleotides. They regulate gene expression levels by identifying homologous sequences and intervening in transcription,
translation, or epigenetic processes. miRNAs have potential applications in relation to the pathogenesis, progression, and
treatment of deep vein thrombosis (DVT). DVT refers to the abnormal coagulation of blood within the lumen of the deep
veins, blocking the venous lumen and obstructing the venous return, especially in the lower limbs. Furthermore,
detachment of the thrombus and entry into the lungs can lead to death. This article comprehensively reviews recent research
findings regarding the diverse mechanisms of action of miRNAs in relation to DVT. Given that the regulation of miRNA
expression using targeted therapeutic approaches may promote the recovery of DVT, this article also discusses the potential
applications of miRNAs for the clinical diagnosis and treatment of DVT, and aims to provide valuable references and
insights for future clinical and basic research in the field of DVT.
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P ik 1fiL 72 42 2E ( venous thromboembolism, VTE)
SEARTE— & AT, W DK N I0LVBAS TE 5 B4, A 1M
EATEAREE M ZERY LN , 4F L HN 1~2/1000
NI AR T O WU E 0 v US55 = R il A8
PR 32 A AR VR DK AR T AR ( deep venous
thrombosis, DVT ) 1 Jiili #& %€ ( pulmonary embolism,
PE) . RAETERFENKT VIE Bk DVT, SLRER
R FBAA i K | g NI Sl BB, 0 AR A B e AT
MR IY, & v gl & #5285 1E ( post-
thrombotic syndrome , PTS) , Xf A= i it & &5 bl ™ 52
M ZE R, A IDK I O R e IO S U, 5 BO1ER 1P TR
VK ) RE B 5, A I AR 7 T 3 0BT P i A
FEL W DVT S FIFE i D- KI5
EAZAG £y 3 SR B, A e MBI i R 5 BB 5
A BE AR S W . T 8= 5 K A T 1
FHOC A RE S P I PR AR AIE RN R 5 M iR, T R 2
WEIR SR, A SRR PR AR, K
AR, Sy i 5 i T o e A S A0 O 1) 95 9 XU B 552
BVTE /Y B HERG 2 B, 54— R iU T SE Y 2R
Y RO E S

/N RNA ( micro-ribonucleic-acid , miRNA ) J&—
Pl () N R AE g % RNA 31, 8 30 42 F mRNA
1 R % sAT 7] mRNA 19 37 UTR S ] 5 B 5 5%
ik miRNA HA R 1 40 F Rk L S 24~ 03
KA EAEFHEE ST, 2 = AR EH A Y Th e LA e
AL HGE A BT, 2 5 R E 53 ok BERIGE AY &
AR R B BIE B BE A% 5 W 1 22 B B AR W) e
£, miRNA B B SMMA B M, IS E ik
PO T LY | I A5 A i B A AT A
ML miRNA &R T A 14 28 £6 AT DL R e 956 9
MR I JLAR I BE S v AR R 0 A ) s R 1Y
miRNA 8 3Z Fl T — RGO 2 W AT | 445
SRk EERE AL O WUAEFE it i A e i
A B EN B TR AR, B
Z ,miRNA YE2h— R X ny 8 1 B Rk % iR
FEHAE DVT {95 LE B LI 3 o 1 3408 11297
Tk EARKIE T,

1 FHEkMEFERNIEIRBEXEREE

1856 4F, Virchow B UK ML FE TE A Y & 9% HL il
VS 20 A LA PR R 00 B 63 405 IO 38 0 e R AL 98 8 5
HIS D DVT AR R B 6 R i Ik I o el 7
55 KO RS | PN B2 3y RE R RS I A0 R S A | BT I TR

b RAE T miRNA 40 1~ Bk N 155 2 07
T, B 5, M OE 5 L A2 ) T 40 i O B R ik
AP BN B AN TG AL, 9 R A A T b 2
YN B A0 A5 1 4 5 4 90 B T SR as G
IATE B SOAR BT 1 HR, 300 /N 7E
WO SE R 3L 46, 2 5 (A ) 45 & FNE 1L, otk
7 2 YL FT-EP A 240 L 3 303 3 v e 240 i A 375 4
M ( neutrophil extracellular traps, NETs) i JE B Fil 2H
LA - (tissue factor, TF) A8 | 8 15 PN IR PE R AR
PR I A28 P B ., () B 97 AR B 22 1l A i, R
FUNAR T RG24 TR, 22 Fh R 2 2T 5
Wil DVT [ & Az 4 e | T AR 2T it s ity 4 i 5] - 1
(plasminogen activator inhibitor-1, PAI-1) | ZJi] Jfd 7 4%
1 (extracellular vesicle, EV) Z54H 4 F AL LL K %
PEERLHITT SR R R, DVT J& Ha e K
FMAR SMEFFEAR AR R | F MRk 28 25 55 A5 P A 16
BN MoE S v G B I A A B &
JE R, AW AR A 0 8 2o 38 i ik
IR A KBS 3 BB 5T, Lindstrom 2507 )
BT 16 RS EEM HUEE  RIESFEH R A VIE
Gy IO AETE o R s BRAILTR | 43 AL | fe g
FHLHISFLE] 5 fE R K R B P AR EAE R, i DVT
FR) A IR SR IR P RE

2 miRNA #fiA

55—~ miRNA T 1993 4FE7£ 75 if B AT 26 i rp
KB IEF 2000 AFAENMRN LI miRNA 2
—RENENE K 19~25 ANME TR F BERY AR i hD
P PABE RNA 20 7, miRNA A9 8 20 72 46 T 40 Jifg
¥, B e e RNA RGBT bl ¢ 8 UKk 80T
A ¥ RO I Kk e 5 K 1) W % miRNA ( pri-
miRNA) SR J5 T4 i A% P9 40 T ik B35 52 & W V)
E)1E B HTA miRNA (pre-miRNA ) | 1 J5 Bif /4 miRNA
FEHCE 20 M R, 2835 I T A B AE BOOUEE miRNA fi
LN AT miRNA . BT miRNA 5 52 (K20 ifd
4555 5k R I i i IR BT 5 K B mRNA M
HAER AR5 SR 5 K b 3m i ] B3 sk mRNA [
i S R i PR e 3k [ s A 45 22 4 R ) T R
7 LT A B A0S 2l b miRNA #R 0] & ¥ A AR
2 5152280 19k BRA= 31, 45 4 20 i i 384 5 L 43
b GER AT R BIAY R, miRNA L #0 fi) 3
EHAAE i i RNA, WK 5% E 4 5% RNA (IncRNA)
SR RNA (cireRNA) 2 0 A CHFFEARIE , AN [ 11
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miRNA 7E DVT &4 )5, 8 i3 £ Fp 4 i A (2%) 40+
(13815, SR BUAS [) ) 8 92 7 =X, S B0k 20 1fi A FE
A A P AN R Y H

3 miRNA 5iR 8RRk M2 F R

ULAFEA, — ZRFN B IEHIE miRNA 7545 FfoB
(R HE R e L BT TR R 45 T AR PE
TE LA PG 75 T, miRNA 78 O VR BE AN 2 ik
ARG A H B AIF T o 4 E S A7, T A ok, AT
Fi Pk miRNA 76 DVT B4R #4717 REBESE, IR
BWIRA . A W5 HRE , miRNA B85 b4 kL2
BRI PR - | P K7 A 41 B ( endothelial progenitor cells,
EPCs ) FILT 75 B0 5 A  hl RAR B AR T
3.1 miRNA B FERERAERMERNS S
MmiefRIELTE

Laridan %5 O RF 52 UE 32, 24 16 % BE i R S0/
SR PSENSEIREEE ¢ & n L e g
SE P A A AR, T 7 A= T LA SR A R
o Ji A4 18 oh 1 ORL 20 B B A1 355 4 M ( neutrophil
extracellular traps, NETs) . #R1M, #43 H DNA FlIA
[ J0AE B IR ) NETs A BB 231755 5 4 Il A4
TE AR SC PR BE SN, NETs A 2040 | ifin /NS A If,
IINKR BB 3-SR A T IR TR Y S A R B
$ZS TP Ry e i D22 =N v d - RN 3 RN e SN I B
PEFISNEEBE I A2

miRNA LLZ R LH] 2 S 6] NETs #9250,
1M NETs 1E24 i A% 8 18 4 Bt BE Al 2 — , diy ] LA
BT, miRNA 7] 3@ 3 5 NETs 245 ik 1978 i 5t
R Aguila %7 ST miR-146a 78 HEkL
41 B 9 4 B B AH G BE T ( neutrophil extracellular
traps-osis , NETosis ) FAJVE T, 28] miR-146a LIAR A
FBLHI 25 NETs f9IE I, R /K-F /Y miR-146a A L
i3k NETs (9% L, 3+ H. miR-146a [35 43 5% 4346 ik
R PRI B NETs 89N FERE ST, Chen
SEUOEWR I IR S, AL IR AR #E 1 (ox-LDL)
PERm miR-505 & & A /M A 5 A aifb i b vk
0 Y A B AR 3G TR S NETs BB B, Jiao
SR B, /AR K U Y AP 3B 4K miR-15b-5p Al
miR-378a-3p i i #8 [ £ B % b Pk kL 40 i
( polymorphonuclear neutrophils, PMNs ) H f4) B g ik
JUBEEAR 41 14 26 11 3 ¥ 1 ( phosphoinositide-dependent
protein kinase-1, PDK1) #ll#i] Akt/mTOR i #%5 ¥,
AT A3 S [ AR i NETs 9IE 8, mTJLAE, 76

R A5 oA B I 56 T miR-1696 Al miR-16-5p i i
FXMHEIZ 5 NETs a8 , 59— , Yang
VR, miR-1696 38 i 410 i 7% e H K E k4
Jiff 3 ( glutathione peroxidase 3,GPx3) , DA A5 224754
JEIE Ak 25 1 4 T ( mitogen-activated protein kinase,
MAPK) A7 74 48 (ROS) BT i, T4 PI3K/ Akt i
B#, FECNETs B4, SR, miR-1696 124 AT Ik
B GPx3 TEMFL 3 W NET B9 e /1 F 59 oF
58, I, Yin SV EF R R, SR
EHYIEAL A (H,S) LIE T miR-16-5p B3Rk, %
M 7~ NETosis FIPIANTEAE TR R T 34, B Raf-1
Ji i R IR 22 S 1R/ I A R I ( RAF L) B R LB 3
TS 72 7 3 1 ( phosphoinositide-3-kinase regulatory
subunit 1,PIK3R1), I3 P 50 F 5% &4 SR (A5 F —
5T LIE 78 miR-1696 Fl miR-16-5p 7E R F.3h 4
2 5 NETs 4 A L], DU #F— 22 B 5% miRNA
FE A B BE AL R A VE . Hawez 267 BF 52 3%
WY, miR-155 AJ LA ik B [ JOR Pk oS 2 IR 5 IV Ve it
( peptidylarginine deiminase 4, PAD4) mRNA I ¥ 4F
FENL S AR HE NETs (935 Sk R A, MR4E0F 58
258, miR-155 AN AP S PERAE NETs B U i
TEAEHIRE AL

miRNA 38 A [F] AL 4% NETs B9 4 1580, M i
SUI A TR i, FL bR E miRNA 41 miR-146a . miR-
505 .miR-15b-5p . miR-378a-3p ,miR-1696 . miR-16-5p
Fl miR-155 S HiFE NETSs 8 B8R i AL im0 v
TEAEH . #E— 2 5E miR-1696 I miR-16-5p 7E M
A5 5 NETs AR A HLH DL &% miRNA 7 I
fe R e AL b B )z AR T, 6T B A% DVT 5L
FBIRAWIGIT ik BA BB R L, HHh, Xt
miRNA J& 75 2338 o 52 i AL 20 L, 2 5 NETs 1B
B, i T B — 2B WA M AR
3.2 miRNA BEAEELEFS5 nidRETE
3.2.1 LF4EEAIR

2145 H B (fibrinogen , Fg) /& —F i IR &
A, BA 2 X EZENE MR, Ko TFe
KECH 340 kDa, B 3 XA H) 2 IdE—o By 5
W, Fg LEIMARTE B 5 2 v 7 U8 5 A% O A 40 AR
S RERI R VIR Y) , B S 5918 T A e s
FHELIR MR, Fg AL 20 B AS AR 5 ik i 4
TV B = B8 2 80 4 R Ik A e S XU 1) R
PRI, T ELE R 2 5 i K O e A 2 1Y) A JHL 28
RHIBT Fe 55 K ILAS %) 45 6 X8 T 0820 1 K ot A4 A4 2E
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TR K I A% ZE A OC 5 5t RE 1 R A R B AR B
VEAEIRIT A L Fort 2510 38 xof 7 Y A HF9R 40 i
Z (HuH-7) J& Fg W BEME BFFERE T 23 4> T
Fg /=4 f) miRNA ( hsa-miR-29a , hsa-miR-29c¢ | hsa-
miR29b %5) fil 4 /4~ L8 Fg 74 i) miRNA ( hsa-miR-
365 .hsa-miR-126 hsa-miR-592 %) . £F 4k 4& 1 2
SEMLAGFAE T Fe MR, A 10 A i 58 B, B bk
I/ ( antithrombin , AT ) J& —Ff th A= 15 00 B , B
OV 0t 37 A I TS Ak, AT BT L £F 4k 2R TR
BT Jian 2N IR T DVT A BRAS R A0) 7 PE Hh
UESE T miR-200¢-3p L[] AT JE[H SERPINC , I /)24
RARRE FIBEZ % C bt 1(SERPINC) (&I, a5
AT (35, NIMTECGE VTE A9 ERE R,
3.2.2 HHHTF

A ¥ (tissue factor, TF) ,VEH—4~H 263 4~
FIEFR R I B 5 B B 2R 1 8 T I A
RERY AN 2, — ELIL A RE A 58 38 0 22 B
N, TF i 2 2 88 TOEP M b, 2t 5 7 VI Va
SE-GMT I BB I 2056 A1 5B i A48 45 A 3L o O AR
. Eisenreich S8 5 T miRNA XF TF Az Ho 7] 43
SRR = A DA TR B A 902 D) RE (A i A2 7% A%, )
MPE T MER . Sahu %7 T AEYE B %51k N
YIRSV NARBIF 5T AHZE & 0 5 7%, & B miR-145
PEMEPETT TF /) 28 38 2k A 3 5 ik i A2 T2 B ( venous
thrombosis, VT) i & &, #fi & T TF J2& miR-145 A9
R, BEFERI ILEER] miR-145 78 VT B F g
KK R R, miR-145 5 TF B#R kK k., H
T, £ miRNA (miR-223 .miR-451 .miR-19 %) © ¥k
UEBA AT RS TF Fak7
3.2.3 B X

#E MK XI ( coagulation factor, FXI) | /b —Ff
P 6 BRI 22 S A 11 I, A P9 U 8 I ik 42 v
RAEE REEVE . AR AR ZEME BRI i B RS F
XU 7K - FH A5, Nourse 25 il i WS & HL, F
X2 A miRNA o i 2 W &L 7, Salloum-
Asfar 25 IERH] | A8 AFF A F XA 80k % — Pl g
5P miRNA B miR-181a-5p A9 B384, miR-181a-
Sp FELFXIH F11 mRNA /K- B FFAG, 76 A
FEFIHFH, F11 mRNA 7K 5 miR-181a-5p /K- AH
KXZRME, W, JLENSE &3 F11 mRNA (1)
3” UTR ¥ miR-181a-5p THEHN (] 1A ¥ T AJF
FEUESE T miRNA A9 27 d 2%, U] T miRNA
B SE PR T Re sl 2K FXDVE 1, R XK T 5

HU AT i, 1 F XS Z 59 85 nl HR7 VTE Rk i

PERCH,
£ b miRNA 38 3o R I ) 45 2F 4 2 1 it 2

PR FIEE 1l PR~ XA 3R 3K, BT 7, miRNA 75 8¢
I FRGE I 22 A543 vk FE 2R R, 52 )l A4
BRI ZE RV 3 26 e B RS T #K53 miRNA 7
AL I AR AE T, o DVT B9 15 B AR Y7 $2 446
TORTRERE R AR R A
3.3 miRNA B EEFRBRATONHTSS
Mg wIE 2

21 V5 Tt D 38005 0 40 ) 351 ( plasminogen activator
inhibitor, PAI) 43> PAI-1 1 PAI-2, PAI-1 7E 3875 IfL
WG R £ EA/EH] . PAL-L B T2 &R
Pl 0%, 2 I A5 = 0 e v i) OGS B 11, 5 Bl ik
IS TR BRI i JOK I A4 T o5 LA B A i 78 it 4% T2 B AT
Ko PAI-1 38 2 400 ) R % Bl 0 2 V75 i Dl 383 7
(uPA) FNZHZIRVEF 15 i S0 ) (WP A ) R8T £F %
Z G0, DTl 55 T 5 T D T R 7 4 2 A R
Karnewar 25 BF 58 % B, ZORLARE - - 20 5 2%
AL 1 305 P2 miR-19b Fl miR-30¢ A i 41
il 7N BRUSEY 1fi 335 o PAL-1 K SF- B4 T 5, s/ il 45 4
2, A2 5 N AR I A T s A

RV BB = KR RS 2 miRNA 3518
2 PAL-1 3R35 0% S8 3] miRNA 7 [ A P8 5
T IZET, DL PAL-1 7E£T V8 2 50 b i 1 B 4
A7, 4D miRNA AT G838 o (B2 07 % PAL-1 B3
P RIR KT, X 0] BT Bt — 25 W 5 ok 4 R
BARAE AP

4 miRNA 7= DVT ® il & Mz B

4.1 miRNA BE A DVT MENRED

AW 2 W T 2 B DL K S W L
A R B, TR A Bl T T A0 i 1A
BITBIR B R RALE B AT R B X DVT A2 W5
BRI PRAE R 125 b i B ARG A 3 e il B G
A5 D- RGN R (2 23 #h A 75  CT il MRI
ISR DA S & & 52 (45 A 4% . B ET miRNA
ELVE R 2R (o0 i L9 0 I 55 ) T TE 12
Wi AN UG A= bR . miRNA [RRELE DVT (%
AR SR T B A, OB DVT 12 Wi vk
PP BB TS 7 AT BEPE IEFE AR 22238

Xu 251058 13 X 130 i) £ 2 1 2% FE AR miRNA
HE % BEATE 9T & B, DVT 838 R T AR 5 RBE A
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1, D- B {K miR-125a-5p . miR-223-3p H Ifi. 3 /K
SIS T T R S DVT 2 W i USRS
F2WCR , AR DVT WS FRAGHE 71, ROC
2k 23 M 9F — A 3E 52, miR-125a-5p Al miR-223-3p
JEZIE DVT [ KA B0 R, Lo %7 (0F5E 35
W, 5% miRNA-185 2 il (1 W WA SR AL 20K 7 ) 32 K
5500058 P Bz 40 MG B4 156 58 R OE T2 A G, miRNA-185
AT LIRSy — Rl 72 0 A= ibr 9 T DVT /92 Wi
AR, Anijs 250303 H 25 AT OB S, A5
miRNA & BT A AR AE B VTE UK 70 Y
AABNGEEREDIREY AL, Bir T M
miRNA G0 {2 3E VTE Fhe AH 5C i bk il 4298 iy
KEREB A TRAFT AW EY. Yang
AL R FHAE 45 B2 B ROC TR0 Br 93 1 WL ¢
K R & SC 8 K B, DVT H 3% 41 1 miR-
181¢-5p 61k F i, miR-181c-5p A LA i 71 ] 9 5
FBJ ‘& N 98 #% 7% % %E A ( osteosarcoma oncogene,
FOS) U2 4 A AR % B2 i 25 1 (ox-LDL) 75 3 B N J¢
41t ( endothelial cell , EC) 45 47 A1 il #2E BYAH G K+
(2235 , miR-181c-5p X DVT HAF %5 &5 11 PR 12 Wt
e,

ZE b, 3 R E miRNA 7K1 A 4047 RE B2
$EE DVT 2 Wi 19 fE 8 M, H A5 % miRNA 411 miR-
125a-5p .miR-223-3p .miR-181¢-5p Z:7E DVT 2 Wi fil
IRIT I R HIETEM (., 2 W DVT 3248 T8 14 i
YEAE YRR
4.2 miRNA HEAEA DVT Mg s

WF5E R B, 76 DVT Zh i gl SR8 T %81
N B2 #1401 g ( endothelial progenitor cells, EPCs) il i
PR PN R A0 AR A | i A P A R A A D SRy
WML AR i | B L AR (R 9 HOR & & S5 L
2 R I AR A 4 3R, PR RS EPCs 1T
FEELA DK I T 18 1 PR 7% Ak R 1) 240 Y6 7
T 1o AE N N R A M TR 40 LAY EPCs, ] S5 & i
TEREIF o1k 0 B N K B 1) 3 B2 A2 Z2 Ff miRNA
I . miRNA B 2K I8 530 EPCs M D RERR 1S, A\
MH DVT B & AEFZ

AHOC S5 R N PRAFFFE 2 B, miRNA 38 13 22 Fh AL
Hil/r 5 EPCs (i # 3558, 25 DVT i #2  fe 458
B> EPCs (3EFR Atk P Bz 40 M P2 | A8 A B
Ko kA 5% EPCs 78 DVT His f A% 1) g
JF Ul #R K A2 55 H AR, miRNA 7E7H 77 EPCs
el E EXLEEMER(IE L),

Jin 25U BESE & B, E DVT S35, miR-195-5p
MFRIBKV- B ETE X A BT S MVE B 40k
t9RE 2( B-cell lymphoma2 , Bel-2) &35 T I8 4776 1H
WASCIRPE, 2 miR-195-5p FIZRIAIKF- ETHNF, 2%
TR B Dk oA B 200 Je ) 3% 1 075 S L o (R
PR M2, $2 1 Bel-2 3R IA 7K P AT LA RS %
R AP T B4 . miR-195-5p 1] g i it
TIENEZHMEH T2 5 DVT I #, RN
FERMW], 713 miR-126 (9 EPC fi7 4 094N B AR 97
Jei , AR 2H 7 e e 0 RIS S i D 3T L A
DVT S8 v | 5 25 A2 98 1 i 13 i, DA Sh s
R AR B miR-126 I8 45 7T BB & W8 TE RV IR YT DVT
FBL, R, 7 Du 5 fBFSE T, miR-150 38 52
% Akt/FOXOT Ff4MH] c-Myb {5 53 B 5201 EPCs 43
Ak, MTTT 78 AR A1 I8 15 52409 9 2 AL 40 S (early EPCs,
eEPCs) Fll N Bz v [ T2 h 41 B ( endothelial colony-
forming cells, ECFCs) fJ DI RE, TEAK P, miR-150 ¥%
Je) eEPCs 5 ECFCs F[R] FE 51 n] 42 1 1 3 4308 A
AR

ZE I FriR , miR-150 miR-195-5p . miR-181¢-5p/
FOS 55 miRNA A B im RIG YT DVT A 4 E 1)
BITHE AL, OB BIRYT He . RIS AT 2 DVT 3697
T3 BT B B (4 T ) RO LS ARHE

5 RESRE

miRNA 31 845 55 AR T A 56 9 3k P 3k
TE DVT JE fad 72 o K 8 8 2 AE ., 098 & 9L,
miRNA 7E DVT 835 5 1E 8 ALK 1 () 238K A7
FEREZES . WA A I I P AR 2 miRNA 3R 35
K TR DVT 20 54508 1 S8 B A i 38
I A5 AR T BAH S ) miRNA 221k, il REA Bh T
Wk DVT 14 % A & J&, 588 DVT 1A SR YT
PALHIR AR,

UHTET miRNA 7E DVT JE A B9 VE FEHL I 1%
AGEARNERE AT DLt — 89T miRNA 5 DVT JE B
ARSI FE IR A 530 1% =2 o) A AR PR G &R, IR
ABRf# DVT 0 2L 3 2k & . BHET DVT
B W7 2 BRI T 52 A5 A6 88 AR I V07 48 A A 0
HAMFFE ] LU — LR EFET miRNA 19 DVT 2
B 5 =512 W % o P A RORR B, mT DL
F & T miRNA KB DVT 2 W A sl )
&P EEERIZ W, 4 DVT BYiRYT £
Wi THUBEL RN AR 250, F ok ] DLtk — 2D 4R
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R 1 miRNA 1N BARAR N A B B0 S

Table 1 Mechanism and significance of miRNA in endothelial progenitor cells

micRNA N B
’ Mechanism of action Significance
miR- B I3 SN R /b EPCs BOITR% FIILEE B 1, 1 5 A A2 g
483—3p:47: Target serum reaction factor. Reduce EPCs migration and angiogenesis and enhance thrombolysis.
PO BERR AR GK ) 2R 1 R I R R, W3 Ak " X )
v i SR EPCs DU B30 0P, W K 8 G200 0
1 WA 45 0 7 0 8 11 -2 ik Soointe e o et
miR-205"4 Targeting phosphatase and tensin homolog; regulation ° . . .
. . . Enhance EPCs function; promote angiogenesis, reduce venous
of matrix metalloproteinase-2 expression through Akt/ . - .
thrombosis; promote venous recanalization and thrombolysis.
autophagy pathway.
i3 PI3K/ Ak/ [ W 5 80 1] BRI 2 AR BB OE S A5 EPCs AU M AYE RS 12 28 | 1 0, Jonm 3okt e Ik o e % 914 388 0 o
o HEA-T, pil,
me==op Targeting transient receptor potential Mediate the migration, invasion and proliferation of EPCs cells, accelerate
melastatin-7through PI3K/ Ak/autophagy pathway. the regression of venous thrombosis and vascular recanalization.
7 WL FAS FEfk PAHT EPCs 114949 FE 0 L8 AR 1 D a2 A 8 e R L A 88
miR-21%] i ; .’ Regulate the proliferation and angiogenesis of EPCs; promote thrombolysis
Targeted FAS ligand. .
and revascularization.
g T SRC 1. R KL A
e Targeted SRC kinase signaling inhibitor 1. Promote venous thrombolysis.
it id PI3K/ Akt 38 i B4 HLE PIK3R2 JE[A, SESHR AU RE ) 5 30 ML B ) 5 DR MR A
miR-1261%2 Target PIK3R2 gene directly through PI3K/Akt Enhance the ability of tube formation; enhance the ability of vascular
pathway. recanalization ; promote thrombolysis.
miR- #U[7 SPREDI I EPCs 328 A A He 1 5 2 I AR ¥ A
204-5p:53: Target SPREDI. Accelerate EPCs migration and angiogenesis; promote thrombolysis.
i EPCs F Wi, $45i EPC B39 58 | 1T 8% 0L AR JSCRE 7 5 38 Jon 1l e
s MEEBUERCIEN ol ik, AR,
i Increase the expression of gap junction protein al. Inhibit EPCs autophagy, enhance the proliferation, migration and
angiogenesis of EPC, and increase the rate of thrombolysis.
miR- VRS AR A e - 1, BE5E EPCs TR AN MR A2 pi 5 PEt AR VA

125a—5p[2(’: Up-regulation of myeloid cell leukemia sequence 1.

miR- i FUR BRI,
136-5p'55' Inhibit the thioredoxin-interacting protein.

Strengthen EPCs migration and angiogenesis; promote thrombolysis.

R T K LA P A%

Stimulate venous thrombolysis.

RILT miRNA (69 DVT 3697 7, 1 DVT 36774
B i S AT v . R AT AR E miRNA 51
iy T BRI BT, AR 5 ¥R 7 BOR AR
&

SNZ, miRNA 75T K LR iU A T 58 B
AT TR BT SRR (E, 4S5 R — B TR AR
X miRNA 78 DVT JE B i) B AR AL T OF K 5
miRNA ) DVT 2 W 37 5 R MG 97 75 155, 8 DVT
HY AR LR 0 B B A T
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