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BT N BN NEOR (EMPs ) J2: A B2 40 2 T 0 7 1 e/ IS, 7 N Bz 2 2401 I R34 22, 2 B e A Bz
REBL A R bR . ITAEARBIESE A B , EMPs 5 Sl IR A RE 1L S AR DB A B DI SC R, BoA 2 Sl ko
FEREAL S — DA IARICH) . AS S EMPs 5 3l ko REAE A0 1) 5C 2R BB HL A 72554
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SRS AR AL — i IS AT , 2 PR PN R A
ML RAE AN AR S S . 2R E
PR A YR I, T N B D e ZE AL AN R 1 A
WAL, 41l Z2 Fhitafb JRS N R 4 i IR 4
K, BRI AE | 5T LA B 5 T
BN, HETTIE 30 ok ok A Ak B e, 8 i 20 Jhk
RPN,

kL (microparticles, MPs ) S A AIf% R4 19K
/NO.1~1.0 pm I RERE R, B & AT REARAH ML 38 534
JiE, G mRNA . miRNA ZZ 14— R SRR (1, Py
J2 41 i f0KE (endothelial microparticles, EMPs) 4 P
B A IR s T RS A TR MR A f
FEFIHLRAS T, EMPs K E 22 R K . A 2aE A8
fe BRI EMPs 19 A4 HKF- 4 (10°~10%) 4~/mL,
TEBFPIRES T AU E ETHE] 10°4/mLY T4 AT
5% &I, EMPs 5 BJ) Kok FE RS Ak B2 AH GBI ¢ R %
I, Bl IA k2 B0 ios BERE A 1Y — A A= dn e
A EZE AR EMPs 5 3 ks FEAE AR A 5C R S LB
S L AT o8 b

1 EMPs = 58

EMPs 774 5 BHUR 5 T4 M IR 1E wiAR 2 1F
B Ar AT WA o IR PR BT K7 o (tumor necrosis
factor-o., TNF-o) . /&1 MW 200 14 i 25 4 L 6E 1 i . C-
SR T AR PR 3R A AT 7 S A B A R
EMPs". [ iR RIS N B 240, 5 1S 2 A 1Y
T 155 7RI 4T 00 S T A R AN X R 431 AR, DA fefE
20 B B PN 2 A AR It 22 22 R A R T A M RS 3R e, 2
P K i Bl R BT, e 2 SO R RS A ) o R
JERATRET,

2 EMPs REB 57 %

EMPs R4l HoR AR iC ¥ B9 R IR o MR R B
W, FE A FREHUFEA CD31.,CD51,.CD54 . CD62E .
CD105.CD106,CD144,CD146 % A [a] 3¢ 7 (1)
EMPs KR TR RS BERAS AP R 4, Wk 1. iF

SR AR TR T N B A AR EMPs, SR IR T
PTG N K2 40 L Y9 EMPs CD54 . CD62E ,CD106 %5 5%
T bR 9 B &, 1 CD31, CD51, CD105, CD144 .,
CD146 FEFRic ik 0, R, N B2 40 i AE A
[i) ) 3 BHLPR 285 RIS ) ) SR8 T Jir 86 28 1% R T
CWIARTE], AR E EMPs (R[] 26 18 AT Sz A LA
FrAb f R ERR A . 910, CD62E'/CD31 EMPs Y AH
X LA T X 53 EMPs R 5300 1Y) PN B2 A A 2ok
BT T N4, CD62E/CD31 EMPs [ f4i]>
10%:2 WA IR 43 U5 T8 B IS 1 N R 0, T 1%
/D RRORIE T T- N AU, AR R B
H1,CD62E'/CD31" EMPs [ /K- T 1%, Fe WA Al A7 ]
KEHCR PTG P9 Bz 4 BB T AS 2 30 N
E211 Vi RS

i1 EMPs Ebricy)

CDHRiCY kAN FERR
CD31 PECAM-1 PR N B A
CD51 Integrin PR IN e 20
CD54 ICAM-1 T 1) PN B A
CD62E E-selectin TS R N B i
CD105 Endoglin PR Bz 4t
CD106 VCAM-1 T 1) PN B A
CD144 VE-cadherin PR B AR
CD146 MeICAM T A B 2

{E : E-selectin: E HEHE 2K ICAM- 1 - 41 RSB PA
¥ 1 (intercellular adhesion molecule-1) ; PECAM-1:
1L 7N M P2 A B R F 1 (platelet endothelial cell
adhesion molecule-1) ; VCAM-1 : IfIL. % 20 0 Kl B A -+
1 (vascular cell adhesion molecule-1) ; VE-cadherin:
1ML P Bz 45 45 25 1 (vascular endothelial-cadherin) ;
Integrin: 8 &%

FI HI EMPs (9 32 2000 75 12 2 i U4 MO A
EEOP RO Soii i AL B ORI i/ MU
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—JE B /R (— 8 R 50 pL) $%— 5 ELBIRR B, SRS
H A 5E B B AFH R 4044 (4n CD31.CD51,CD54 . CD62E .
CD105.CD106.CD144 .CD146) , it GHE & J5 , AR UGBk AN
FHEUER , BN, EMPs 5@ SR K/NE 0.1~1 wm A FH R Bt 4
PR e k. (B H RSN SO EMPs Fl ARG I A e
T BRI, WEOHERE B RS LB | IE S (V0 B S 38 R B
i, BRI T G R o peAh, AR I EMPs 19 7 iR A
ELISA ¥ A M fokr g% (3 | F B R ORI 5 430 46

3 EMPs S@hfkiltFE R ERIIKL R
3.1 EMPs %R B N K ) 56649 A 3 A A7 e sy

Feng S5 MR PR B FE R R IR 1o i & 30, CD3 17/
42-EMPs 5 Jil: 3l Jik P9 )2 T BE (brachial artery flow-mediated
vasodilation, FMD) i1 & Bt ik 45 I 1% 5 33 & ( brachial-ankle
pulse wave velocity,baPWV )iz #H5E . JCA 11, Boyle &' 7E
Bz A8 s AFER IAIFSY , & B CD31'/42-EMPs 5 FMD A ¢,
— T Bl S P Rz A 43 S 55 T IE R R 3R SRR B 5
FE, AT 3R AT 1E & EMPs FI12Z 451 1Y EMPs, 43 3l 22 0 2 41 F /N B
Rk, 25 5 A B2 15 EMPs T 5 A SE 302/ B, HeF= 3 kR 2
PR TR 12 PN Je &7 e D fiE i % R R, BEF L)L L AF5E , EMPs
EL I S PN B T BB AT S5 b ic
3.2 EMPs 5 Sk HERR AL e B &

B K A A g = 5 PR 2 W PRI e I v I
fRIZEATE WSS . AF9E & B, EMPs SRR = il AR
A 5, F A RSG5 EMPs B9 56 & U 25 Y) . Feng 250
WFST R IR, BB DR H % 19 CD317/42- .CD31°,CD5 1 EMPs 7K - B
s TR DR #3, 1i Tramontano 25 CD105 .CD106 1
FRITY) , K IR I% B CD105* .CD106 EMPs /> . EMPs
A5 ] BRI A 5, 342 PRI I 7595 A5 1 TN 46 7 , Berezin
A% BN CD31'EMPs, 1§/ 1) CD62 EMPs 5 i iR S Ik
PESIKIRERE LA 56 . HE BRI RE W] 1 A M RPTRE PR A 1l 45 5
RAEMITRIAEHR . HAh , EMPs 15 & iUE ACEs &G %
Chen 5% Bl CD31/42-EMPs £ i i = ABE = . Helal 55
&I CD144 EMPs eI EE S IR E D TR o
3.3 EMPs 5 3h kil FRAEALAR 5 J% 7

Bl ke REAT AL 4 B Z R LA PR A BRIE RN . Bk
SRPRRAT AL S A IS PR | P E S BRI B 7 4 5 S e Lo
IGAEAE AN ISP 55 2 Rl A5 B . F9E s  EMPs &5
BNKHRRERE LA G Z R ER I A EVIC R . — IR RS
I 500 B PR G B CD 144 EMPs B g 1" 55 —JF5¢
BRI 37 ik i 5 AR B3 43 ), &3 CD31"EMPs J& 7 Ik B 45
B Bl 28 22—, AIbe A R 137 (5 Cos AR AT, Fe ek
Bl ik R 45 5 0 M et ks R 10w 21 TR R S AR 2] TR RE
AR TR YA, 259 B CD317/42-EMPs SR Bhilicsk
ZE PR AT ARG . FESIE LA NR I T , Crawford 252k FiL
SRR LA L, A1 Sl ki 4B 2 1fi i EMPs BH 8 755
$&7R EMPs A 8 W] 1 SRy S8 2l ke 1 AL B0 A b5 o 78 i 1f

23

BRI, — DT T R 348 (934 LT e e, Forh 2o
REFELE 73 19, S PRI 3 20 275 191, e 2 ME A AE 48 % CD317/
42-EMPs W] i 357 , H CD31°EMPs 5 CD62E EMPs 1 LA 1 i
WSS 1 i A A, b o b sl ok 2s B LUAE RIS, it
Bl ez B LU T o (B H T Bk Z EMPs 515 4 2 fikopk
7R AR B OC R IBITSE
3.4 EMPs 5 mtdAs e i

B Dk A A R A B B 1) A o T i A 4 1) % A e
TR, AR B BEH A S IR BE i 2 sl S A i a0 A
B R AT B, AT B0 I A =i & A, ARk 2
WF 5 A BN 5 BE B As e M2 DR G, v DL i /N AR Rk
(platelet microparticles, PMPs) | [ 41 il I 14 4 #7 (leukocyte
derived microparticles, LMPs) BF9E 5 2 , th A /b % F EMPs
SprHfs 2 TS . HoA Schiro ZEPAHFSE % B, 48 TCREAR B
P BIIKBES B, AT BESRZL ¥ EMPs 7K~F- \EMPs/PMPs L1,
TR LA, H EMPs K V-5 BEH 9 53 S0 T B AH G
PR o T AEAT RE TR R 200 0N 30 kB e £ 28 v S R 22 SR SR AEAE
T X FPAS 1 J R T B2 — 7 T EMPs 23 e i 58 5T 46 s 45 1
i (matrix metalloproteinase , MMPs ) I B, 2P 17 4 i 3 o
(endothelial cell matrix , ECM ) [ fif 11 1 4 - ¥ L AH 2 (vascular
smooth muscle cell, VSMC)iE B34 £ ; 55— J5 1l EMPs {2 2E 7% i
PR AR IR 55, AN S BO8 MUK I R FEAZ O RN 2T
YN, B T ARRED,

4 EMPs BIER AL
4.1 EMPs TTHCit W 2 ik e 25

EMPs A2 S WP B2 D RE I AE bric® , 7t = i) EMPs if
] R RAR HE PN T RE AT MM B G o . — I sh 45k
B3R, $252 EMPs ik S 19/ BR = B Ik 9 Bz &7 sk D e e 2
TREY, Brodsky SE /NI £ BRI 3R T EMPs Y55 57
Wb, I S KR Y £ BRI RRAR A6 1 &7 sk D RE T B, RIS
NO e BEBEAIL 8 Ak = s . I Hk 2P 48 5 EMPs 22k
JERCEIE R . AT HUE AT eNOS FI il )5 , EMPs 5| 2
[N K IIBE T RIS BB G2 . X — TSR UESEAE B IR AR T
EMPs 23 2 EUN 2 Uiie T B, HBUR R 2 N 3 — AL A A
%, (Endothelial nitric oxide synthetase, eNOS) 7 /0> | S AL N
FESINAG 5C . — AN ST 58 & 30, EMPs i 52 1 P4 K2 400 i
AKT {55, 71 eNOS Feik N /NS R 3Rk I, 5L
PR 40 AE B NO U8 /P, Ci Han 421 % $ EMPs 1] 3 it 1)
il AKT/eNOS-Hsp90 {5 38 # 5| #2 NO A= sty /b , T30 e 21
MLTI e R
42 EMPs5 ¥ &

EMPs I e 3 ML JAE S o —Ish ) SEgaiFoe e B N iz
AT 43 ) 055 2% E R B IR AL R O R 2k DT AR AR IE R
EMPs ., Z it %) PN J¢ 3 L (injuried endothelial microparticles,
iEMPs) , 7351 Z2 05 T/ N Kk b, 2 BLEMPs T 54/ B
Bk sh Kok R AL T T E e PR B T AR K i X ek
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e 200 it 952 31, Rl BRF 2R 40 [R] 286 BfF 4> - -1 (intercellular cell
adhesion molecule-1, ICAM-1) FI Il & 40 MK B 43+ -1 (vascular
cell adhesion molecule-1, VCAM-1) A4 /i1l , 18 1 SEHf PCR &
TR BF 2R 1 184 J2 i 1 P3SMAPK 15 53 f&% 5 2 ICAM-1/
VCAM-1 [ mRNA L8523 , 5256 35 il F P38MAPK 41 il 751
Ak B A B3 — 98 RE N B A ] . X i B EMPs AT 3 i
P38MAPK-ICAM-1,VCAM-1 il B2 #E 4 A8 5 W & A=, AT
KRR IE B, Tesse 5% B MPs 1] 5 Fas itk &,
AT T NF-xB Y35, 5152 iINOS , COX-2 45 4 it [ 13 i,
SHUNR TSRS BRRAEREIL . Agouni 252 BOK AR S
1IE £ B MM 2% MPs AT 5[5 IL-6 . IL-8 \ IL-1 ,MCP-1 , TGF-p3ik
.
43 EMPs 5 MMPs

HVFZ TR MPs fEH T MMPs (193 1%, Ml i H &
FIK A TGP R A ECM 44y, SRk sh B RERE AL T 1™ . 7630
Jok e RE B AL % R 3k 5, MMIP-9 Fl MMP-2 38 3 [ /% ECM, {i2
P VSMC M I 4 Fp B 75 B P B, Lozito 1 Tuan A 5% & B
EMPs 1] 1438 P I MMPs (1 2 [ /K fif 16, 42 25X 4E 55 ECM
& 6 B A MMPs AT 5 1 437 3k 31", Taraboletti
A5 5 A AR Ah 15 3R O R K PN 2 41 e (human umbilical vein
endothelial cells, HUVEC) , 343 i 7% 1) EMPs, & 3 f£ EMPs
ISP 28 1T A7 B0 ik o3 R 0 e 20 J T 06 75 19 MIMIP-2 il MMIP-9
IR AIF ST AE B A A R ORIECR L PR 40 RS L A MMPs 1)
EMPs, MM #E ECM (9, IR 2 i 4573 WLAE MRS T 1k
B A P R BEERY,
4.4 EMPs 5 f % & 5%,

VEZHFEUESE EMPs 5 18 A= iU VI . Deregibus %07
SR PR R T P B AL A0 M 1% EMIPs , 7] 18 5t 40 0 % T 1) ad- AP 1 -
AR, SN AARLS A Ak % 8 A 9 mRNA B
PI3K-AKT i 4 , {237 76 20 A 100 8 P M 200 it 33 5, i 26 i A8 4=
Mo HE—HF5E KB, PN A 4K U5 AY EMPs S 1 miR 126
{14 386 AR S0 I 2 B , 224 PN 2 #EL 4 i 37 3] TNF-0 554 35 03
A 77 A 1) EMPs H miR 126 48 2598070 , 145 AR i il ™), ax &
B, 7648 R BE R 7 25 (9 EMPs 23 45 A 1. 765 —
TRESE b, Jansen 255957 R SR 50 Ik e 540 b 0y 92 o) 45 1L
045 45 100 3 ) ik v B AE B EMPs IS B R R R AR A
Hg-EMPs, & I Hg-EMPs 111 il 1L 45 FF N Bz A6 o BEARALHI N
Hg-EMPs ' miR126 7% ft i />, 512 SPRED1-Ras/ERK {55 %5 it
NS 5% 1B 7 A T R Ll | = o 1 O X 1 6
Ji WA 5 59 5 7R EMPs 3 355 76 41 it 7] 44 33 miR-126-3p, 51 &2 1M
G-V LA B e {1 788 B PR R 11 2 R G 1 6 YRR, S 3l
AT WU R 50 R A N BT B8/ o R i — TR 938 &
P8 EMPs i A 38 1% 33 miR-196b, 5 | E¢ B F7#40 i g 158 H 1-p2
Fr D B 2T BN B A0 LR B R I A s, R E
¥ 3R W] EMPs W] 3l i 1% 386 45 i 55 B, DT 5% Ml 1l 25726 1 i
VSMC ., N Ez 2 i (endothelial cell, EC )47 .
45 EMPs 5 %

1€ EMPs TR WG # v, P9 B 20 i 3R T R )23 19 1E 40 1R
ZRNPEIR , T N1 22 &R (phosphatidyl serine, PS ) 4345 £
YRR SO o SR 67 L A B I S B R R T, DA Ay e T
AR A W 0 R AEFAE T — A 3R 08, 5 M ¥ SRR A
Héloire %54 Hi EMPs-Ifil. /MR R & W2, A EMPs REZS
A /M, 25 2450 JJUSE (acute myocardial infarction, AMI)
AR AR IR . FLALEENL R i T EMPs 8 A7 A9 Il 4
P 1M /2 9% [ 7 (von Willebrand Factor, vVWF) i B} Kl AT LA 3
MR AR 2545 T EMPs™ . (RSMIFSE 75 , EMPs i i il i 3%
TH] A7 R AL A OS5 4, B2 5 SR 40 L TF mRNA 3k, 5
T AR e e T

5 EMPs 53477

EMPs /AN 2l ik ot 4 B AL 55 147 R0 Dibmic ), [l
ATREISCA 25 0IR T BB . P 2B S8R — 28 255 EMPs
IKFEAFAESZIR . Nomura S BIFSY % B, 76 8 LR B8P, Al
P RN AER A I EMPs Bl . —TRANSC IR mF ot 0,
GHABTT AT P B2 A A 9 CD105" EMP .CD5 1 EMP {73
/B Morel S5 BEHL 61 (9. AR R, BEATL 3 S 4t AE RIRY T LA
X IR A5 & B A R AR AR 2B 24 1) EMPs KT B 5 1Y)
— T BEAILX BRSO 1S8R A 4 A 2 C Rl b0 32 35 EMPs (1)
;e Bsposito 55 %2 30 M A% 51 R T R AT E DR R8Il 3K
EMPs 7K ¥ . Wang % % BH 8¢ 7 2% 0l £ 32 A~ 4 af ¢
CD317/CD42- EMPs %l TR, HLREYK S I i A5 1 45 7Y
S EFIRIhAE . X EERFSTIERA EMPs 32 2593697 121 , EMPs 7]
RIS Bl KR R RE AL G 25 TR T B R A

6 /NG5

EMPs 5 3l ik ok A 0 40 25 DA OC | J2 200 ik ok A i Ak AH DG 98
95 B B WIFRIEY) . EMPs AT LISZIR P B2 DI RE | 98 9 5L | L
A G A S LB 1, AT AR 1E 3 ks AR R AL B TR S &
J& o ULk, EMPs ¥4 AT 8 R 30 K ok A B 40 14 25 930 T 7 S AL 7 4
Mo P, TRAWESY EMPs 58l kb RE AL I C R RE LRI
Z A AE I BRAILTR L T BE T LA K Sl B AR AT Ak 1) B Ji R A 1)
TR
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