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Research progress of exosomes in thrombosis
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Abstract: Exosomes are a kind of nanometer-sized vesicles, which are re-secreted after cells endocytosis. They
contain microRNA, siRNA, protein, lipid and other components. In different stress-stimulated conditions, some
cells are involved in physiological and pathological processes by secreting different exosomes. Thrombus is an
abnormal blood clot formed in the heart or vessels. In the development of thrombosis, exosomes secreted by cells
could regulate this pathological process, so exosomes may be used as the diagnostic markers to predict thrombosis,
which is worthy of research. The research progress of exosomes in thrombosis and the possible mechanism of

exosomes in regulating thrombosis are summarized here, to provide the basis for the diagnosis, treatment and

research of thrombosis in the future.
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RE FELIRAF YL R AR s R AR B
S TS T 3 R AN 40 g 1R R
1.2 ShibAREY PR R0 S b AL

HMILR IR = HE RN G35y R AN B (BT 1) B8
—P B, AMMAMAIR R AR J I T B AR R
1 %2 ¥ (intraluminal vesicle, ILV) F1 40 it )y £ FE 44
(multivesicular bodies, MVB). 28— I F¢i A4 ffl it
JEER P B, (R E EL B A M A B 5 S5 o T R
W% W 1K (early endosome, ESE), 2 J5 ESE 5 & /R
FAR N N 5L (endoplasmic reticulum, ER) fifi&, ESE
BT R R e T R B N AR (later endosome,
LSE), LSE #t— P& ME AL NEY) . 5
RN BRI A 2P0 AS [ 1T T2 AR [ DR/ B S 9 ol
J2 3 (ALV)7, ILV 4k 25 il 24 % B 40 1 Y 2 B2 1k
(MVB), MVB H1 A4 £/~ ILV, Rab 55

e BN N

S5 Y. BB, BB
f e MVB SRS SE ST R, #5r MVB 22
L5 G oI5 7 O 4 T B SRR TRCLA TLV D B4V )
T, TERSMI AR A R

2 MR AHEIELR

A BT R BA) o Sk A A ik A o Sh k.
FRAE R BY B D MR SRR, s A B e m 2 Bl 55
BERZ B E G U, IR U ik AT
1k afn, i I A Y AR R (von Willebrand
factor, VWF) J Ji Ji 8 11 45 5 W B Iy B 22 1 o
ANKR G P SR o L P R A 52 A 2 0 N R 4
1A H 2R ¥ (tissue factor, TF) 5%t LK 1 VII J%
Vlla JE R SRR g s, A 15 Mt ook 1
KU R IAE o K AR R AR AR LR B DI 7T T

- FRIEYIRE IRIR
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30~70 CD63 AR R R 1= 21 1= 1 e
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FEA SR A AE N B B BERRAS . A SR HE G
MR N, T8RS o # B LA AT 1 23 D =
ANB B e (1) T A9 3 ol Bl A 35 e 4R B 2 [
T ER RO B AR 5 (2) IR A B A B R
WM RNE S AR B RIE B 5 (3) 2R )
SEEEREE MRS M

3 MRS miERz L

3.1 MRS IE RN R ARREE

TE ML IR 3 T %8 (reactive oxygen species,
ROS) FE5 4T, WG, FIXE. PikdFER U
% 24 B 1] 286 B 431 -1 (intercellular adhesion molecule-1,
ICAM-1) % ", 7E MM ot FE v, 22 ik (1 o
WA SR N R 4 R G (P 2). 9 T 7 iR I E
S A B B BT, LN YR Y Sk
A 485 7 0 TR e JU PR W k% 1 IR % R (nicotinamide
adenine dinucleotide phosphate, NADPH) & fb i, 7=

SNE RIEHET P. EXEFEZ  ICAM-1

ox-LDL Mgl JER4EGEH PR IUMR EMgR

MR (&) .@mﬁmwm@ﬁéﬁ&mﬁﬁmox_m

\

IR R4 a4 wWeB

TSP L2

HEKEE ROS, RBEIMLAE Py R4 T . CircHIPK3
AT A A A M BTLAH B 3 21000 JI i T 787 P 1 40
{23k miR-29a 1A, | if 5 P B2 4H A 9 ROS & s
R4 P R 41 32 SE A B0 SR PN I T g 1,
NO (nitric oxide) #1%] ROS Xf N iz 41 Ja (i 452453, 5
—7J71H, NO 7] RNS (reactive nitrogen species)
HIAE R, fERE N AR T, FREOE S N R 4 i
W) caspase3, i i2E i 983 K BE Al ¥+ (tumor necrosis
factor-o, TNF-a) fJFRiL, Fo2E RN "o HE IR
AN RV RS 2 IR 1 S, DA 205
WAFF O U P B2 4 i, F0 NO A= g, ™ E 40
W Rz o e U Ja) 78 5 F 40 i (mesenchymal stem
cells, MSCs) it it 5 43 WA HL il 73 ¥4 5 miRNA-126-3p
AN IAA,  BEAR KR B Dk 9 R 48 i b VEGF R,
P Bk P9 R 0 s A miR-145 I A
ik N 2 4 i (human umbilical vein endothelial cells,
HUVECSs) ik S, M 28 5 s o py 2

o A %

PP ALIIE A B 2 AL
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FELZH L 55 70 W B I A SR 7K 2 #6282 (angiotensin-
converting enzyme 2) [IZMIAA,  FHI 5240 L& A B2
200 M A R A AR % ROS (2 R ™, b4k, ROS
o BB ) ONE K 40 il R, R TBOK & 4 TNF-au
YRGS 28 TR AR 3k 9RE SN Y, DR 4 A il A
R JE L7 P B 4 DA TR ¥ Il D e ) 4 k| )
1 (plasminogen activator inhibitor-1, PAI-1), i N iz
Y1 G AR Bkt B AR ET WL, AR AR TR AT
A, AR RIS AN AR BT P R 4l e db 47 8 7T, 52
M) LA T B o

P R A0 RS2 B0 (D2 Jkos A B Ak R Bl
Oy wf, MR T R O A, AR S 4
AT R K E W LB A 2T 483 (1 R 2 Ry, &k
TE RIS . ey, AR At i g B 4i i, {2
BEMAETE R . ox-LDL {3k L ~F-1% WL4H i (vascular
smooth muscle cells, VSMCs) 73 Wk 4 WA 44, 1% 4k
A #% 47 LncRNA Gas5, £ 3 @ #5 p53. caspase3 %5
R F3RIE, 5T PEPER I MLE PR 40 M T AN
kAR AR P eAh, SN GO 2 s Al A
VAR MR O . Li 2 P2 % I 0 7 )5 1 40 i
PLEE AT R WA E & miR-451-5p FAMAA, itk
AL A8 PAY B 0 A I A S 3 LA K 3 W PAT-1,

SEMER P AERE, JIRMLBER. B2, 5t
WA S K AR AL B A 2R, A AA S i
PN B 200 0 D e 2 U 5 1 A R I 906 1 AR R A
TIOR3 2 X AN 5 O I B A — T R 4
CAHARE R4 I AR BT 0 Sk S A0 H
32 INIMEASREER M

FEMAR T WA, LA N B 40 i 30 B B 237
FAE RN . AR S SR, 7 A RO,
RIE L TRORAR AR RS FF o e () BRI . 22318
SIS . SRUET P B4R B ) S AR5 4 miR-630,
e 1t ICAM-1 55 b I 7 1 3R 3k, 0k 28 0E 48 i 53
S5, IR JCREANM SR RE T, kA B B o
WesE4E, Rk IL-1B. TNF-a 25, )5, hdEkign
Jit it A0 63 BF (neutrophil extracellular traps, NETs) 4= Ji%,
N MARTE AR AL B B ) SCHE A4, WRBH vWE, 4]
de g U, U A M 3 A I 44 4 A (1) miR-
146a e 3t MR 40T NETs 2E B, I3 BE Bk (1) 72 1%
Feiizn e NETs B, R0 v b 40 i g 41 3276
(EVs) & &2 Mimi, HdmigREED -1, 44
A A FIRME C3 75T MR EEEE, KBz 1
75 S MR B A4 IR AR L (e N R T 1 456
T NIRRT, S NS, (R AT R B

R2 M RAR R PN R B

S FENEY) A LA WM P/ Z% R
IM/MR NADPH% LB ROS B I P S 41 i Jie 25 9 [13]
/MR miR15b-5p/378-3p Akt/mTOR b ¢hi PR A AR T B [23]
I/ miR-223 NF-kB/MAPK 1) I P 2 4t AR T [24]
/MR miR-126 VEGF i eh I A B 4 SRR [25]
IR poly-ubiquitin CD36 i) IR/ e 200 BKEFERE AL [26]
MM LY miR-505 ROS Bog rh kLA A KRR [27]
M NE4ME  miR-155 NF-«xB EEH] 5 I 4 Bk FENEAL [10]
M AR miR-142-3p RABIla ] I PN S 4T L A HE T 8 (28]
MmENEHMR  AC NLRP3 EikH I PR 4 TS INER RS [29]
MENLLR  MMP-14 VEGFRI B I P B 4t JI{IK=4455% [30]
M AN 2400 Notch3 mTOR B I L4 A M5 1k, [31]
MEWEE  miR-146 NF-kB/ERK il HAZ AR PR 4 46 [32]
M3 A 43 miR-25 KLF2 ] I A Rz 4 KA FETE Ak [33]
VSMCs4il s miR-155 Z0-1 Wk REgep&dliil Bk AL (34]
7S F4IM miR133b-3p/451-5p  PAI-1 Bg LA N B 4t AR TR A% [22]
EZER T4 miR-145 NF-«B | I P B 240 BRI FEAE AL [18]
AR T4IM  miR-132-3p RASAI/ROS Wi WIfLE P Fe 44 i 5 [35]
Sl miR-146a ENOS b0 rpE Rz 4 i Jie 75 1MAE [36]
HZAN A miR-222 ICAM-1 Bg A PN B 4t AL VA7 20 i 98 i [37]
DA CircHIPK3 ROS ) IMLAE PN R 48 i PR 4 i 46 i [14]
P SR A0 TNF-o NF-kB WE I P 1 41 P R 44 i 48 [38]
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NETs JE 2 ), MR R IF45 & T A4 i) NETs
WO FX. /N CAR BRSO AR & =L A2
FJRE M 1 (high mobility group protein, HMGB1) 3%
I8 HAE A A miR-15b-5p A1 miR-378a-3p 14N 1A
JH7% PDK1 (phosphoinositide-dependent kinase 1) F&[A],
1 Akt/mTOR & % % 5 NETs /& ik, g3t & 5E
SN B A, 7 ML B e IR S R A
AMAX A A& TF {2k, JRg SR U5 1 S0 44 9 mT {12 ik
L i B V% H1 B4 X T (granulocyte colony-stimulating
factor, G-CSF) 1R 1A LILAE 3 NETs #94E ik, FEAn
PR A S P AR A S IE AR St Y B A e I
T TV s Hh 0 4 55 9 T BN 23 ML A R B . Dalvi
SR, FHREABAZAME, AL
W AN A SE HY miR-222, 0I5 T P B 40 2k
ik ICAM-1 S5t 737 f IL-1B. IL-6, {2t I A
B AR JERE S SE o K iy B ESE 22 B (lipopolysaccharide,
LPS) 55 FA% 4 M 736 1 7 A 5 NI ik 1A 2 4
MakEF%, I HUVECs #E I &1k K& ICAM-
1900 Li &5 U0 R 30 5006 41 ok 95 F) b i A 3@ 3
W TNF-a F1 IL-6 [ 3R IE , ] RAE(E 5 0 T .
FESHZ AN AR BN BAR N, ATEOE p-AKT & H I
SHEFE A 4B 9 (matrix metalloproteinase,
Mmp9) F£iE T, RAE RN A TR G i
KR AN AR TNF-a, i NF-xB &4%, ik
I P R 20 A0 S s B fE R IR R, IR
J 7= e A A 2 e TNF-a, TL-6 73, 53
E R iy M1 R AFEAS, NF-«B BB ALIE I, (et
FHRKAEREAE S Py i 2 s B B Rk, ASTH]
SRV FRY AW A AT 3 ok A 478 2 RE DA 1 B A ) 1 A% 1)
UADE
3.3 ShESmMR

03 S = L1 N7 P | RA N ) A | S AL N =
RREN, WEDFELENEE Y. R,
AN S 0 60, 355 AR ZE N 1 20 i 1 /NI (EVs),
% 5 Vb g0 i S SRR A i S 4 A AT AR, A
Sk B SE A s iR A T G 2 R
gy, AR 7y W Ah WA A M A T . Srikanthan
2 PR TR B, (R AR TR R 2 W, /N BR 43 A
WA AT K72 AL EE 1 (poly-ubiquitin) F] V2 AL
fit EWE A A CD36 £, 0] W 2 i 1 2T
e, JRdEIdZ AN ER T CD36 & H A il ifi /)y
B E B BRI A RN S KR T o 458 i P )
I P R AR SRE - L ARAR Y rh I /N AR R U ) b
WA 455 T miR-223 TR I N B 41 il NF-xB Al MAPK

S, MmAEH ICAM-1 25kt or-1F3ik, 5L
B - g R P, ox-LDL 5 Ml /MRBEBUE 7 miR-
25-3p HYAMA A, T R AL E P B2 40 B IL-1B. TNF-o.,
IL-6. ADAMI10 (A disintegrin and metalloproteinase
domain-containing protein 10) i , $1| #85E Je i 7,
FH 5 1Ll L /AR S L I /NS R A1 A A o A B
miR-223. miR-339 fl miR-21 & & 0 & F+ &, 0
A3 LA i /N AT A A2 K DR 52 4 B(platelet-
derived growth factor receptor-beta, PDGFRP) #ik ¥,
1 RN 5 R e ey RS | RANY Qi A i =y £
Ko WFFCRIN, FRACABR AT 5 5 Boe ARG o8 i Pl v 128,
S SR U AR AR Rt L SRR S b v B,
tPA (tissue-type plasminogen activator) {ig #F L /)Mi B
TR IAAAAT P S 20 e YRR N, I N R g R
i& PAT-1.TF 2& FI/KPF s, AR ikt &% s e A

4 MRS AR

ARV AR 5 L AT TS I G AV g, DA S 2
Y0 BRIT A G A LR AR N T BCRAE IS . kI AR,
Py AN A 15 2 AR B N AT (EPCs)
ST MLE N R AP AT R4 M, SRR 4. 7 1
B BB TS T, EPCs 2 B BE ik
FEFZHIBALEATIEE P, SKIFET EPCs [115h ik
REITEAS . RN SRR S NG & Ik A 52 40 A
1o, {5 BPCs SRIF 4 i BAT 3 i i A i B0
EPCs K #h W 4485 47 1) miR-21-5p " 1 Ifil /MR
M4 1 1 (thrombospondin 1, THBS1) ik, i
KRG I N A8 R RS B E T BT SRR T N LR
e 1 JH e 40 B P A WA 5 miR-21, @ A5 IL-
6R (I 4H LAY 25 6 5244 ) F A R AH 200 i £ 38 B
TR AR 28, (Rt s B3 R K AR T B, $0) i
Feva AR By P B KL B SR YR P A/l A A A A
IE AT RE 24 TS BT FE B R

5 ShiMESIIEZHT. JaTr

Ak I I S ONE L ) B, (LR I P & Ao
FHLEMBER R R F . Bk K TAE+ % H D-
TR R bR 2 —, (ERE R B, AN
PRAFAE T A M 5 R br B . 78 e
BIE Wi, SRR VE R EEsz B, BEARIEL
85 SR BE -1 (GPC1) FH M 1) A s A mT VB N8 AR 1)
e R I AV bR EV 2 — o 7E B B ) 5 /N AR
BN AR B R AN IR E & K & CXCLA4,
CXCL7 2tk K71 HMGB1 & (1 "7, 1 [/ —
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Aidr, Tan 25 ™ % ¥l miR-223. miR-339 1 miR-21
FIEW ST E, P VL0 R AT A A K R T2
IRFIE T, X — RIFETR NIRRT microRNAs
A BRI VE A AP br S 00 B Bk ok R AR AL 5 S if
BRI . Wen %5 B FIRFR 8 040 / 2 BBt Hek
FEREAL (UA) &2 I35 73 5545 20 & & circRNA-
0006896 HI4MATEL HUVECS J5 % 31 miRNA-1264,
DNMTI1 %1k &3 F+ &, INK/STAT3 15 5 il M 4l i
W, ML PR AN B B A AT RS e . E SV e ik
ZEAE, ML T 45 miR-208a (1) b WA A4 AT LU 3
SRS S A E 1 AR T K B

AR R AE NG FBE. Hou %5 MV i@ 1 i v
g6 7 20K 73 3 SRR T R AN IAAR [ 5 7 5 2 Lk
(PDA) IR ZM L F, R L Re ) /N 2R i Bz
M RGP 707 -1 (CD31) Rk, /b A T e W
BRI fE R B AR (M1 BY ), TR SO SR S
MG LA PR TR BSR4 P A2 o K SR S B A& 1
BEEATAE T A AR R T JE R 4T 4h R R 2B 1B H .
A 2EF A AN R 5 RS 4 A R A
WARTE R B 433 I R, WX R R K
JEFEAT AT O ST AN A L 5 2, Atk
Ve e ria s 77 N B FAT b T S kA
1 i FE AR 1) Z WA A B AR 25 ) ] e A S B AL
T Z—
6 =45

INEA

A AR EAT AR IAE TR R TR B
F K AR PR SR s . E A2 B AN MR I R %
0 J R K 3 AN i K 2 i e kAT 4 1
@it CD9. CD63., CD81 %553 M hric kAT =04
i O BT AT A A FEL T PR e Ol B AR I B
M5 AR BRI - TS0 Pk % B Ak R
Fr R BE O S AR T R R R A A A R L
IR RZRE, 52 R A DR ok B,
AU AR BRTIE T X PR B A P75 B AL o) R R B A 1)
WIT TR EEEEER. £5I0N, BATHKFR
HH v A AR R D RN A S (I A AR R Lg%
(1) AR I R A e R R SE A RS 5 (2) IS (T ik
e ANESRTRE, 2R B RGN B PR P AT 3k
AN UM, ARy X 43 F 5 AN [F) SR YR 1) A WA 5 (3)
AMIPAEAFAE T AN R, NIRRT B0 1)
K SEVE bR W 5 (4) B AT 1 AN AR B 43t
HAr TN B R TIGIRIETT . 27 BRI, &K
SCXF AR IR —E g, ARSI I A Ak

WA TSR S A4
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