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[ ABSTRACT ]

disease, early PCI treatment can restore a stable coronary blood flow, reduce infarct size, thereby improve prognosis and re-

Percutaneous coronary intervention ( PCI) is one of the important means of treatment of coronary heart
duce case fatality rate. ~ However PCI causes mechanical vascular injury, the Stent and Balloon dilatation causes endotheli-
al denudation, intimal tear, activate the excessive proliferation of smooth muscle cells and platelet adhesion and aggrega-
tion, leading to stenosis and thrombosis. ~ Drug-eluting stent Restenosis was reduced to a certain extent, but could cause to
delay endothelialization and lead to late stent thrombosis formation.  Bone marrow and peripheral blood endothelial progen-
itor cells (EPC) involvement of endothelial and angiogenesis, in atherosclerotic lesions may play an important role in the
development process, this paper discusses the role, characteristics, mechanism and prediction mechanism and therapeutic

aspects of EPC to the repair function of endothelial injury in patients with CHD after PCI.
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OB AR A B AR A M EPC A 2 I A A
SRR X 26 7 B AP LAY EPC 1Y 23 B 4 7 1%
24N 45 K 22 5005 B A AEC R B A R A R X
FERIGEI EPC A B A il 848 &2 B i 4 it e
DA R 2 £l 160 287500 A=, (HL AT B 3 Rl 55 3 W PR 5
an Ak JE 48 N K2 A= K R F ((vascular endothelial
growth factor, VEGF) 5l JIF- 2l fifd £E K X F (hepatocyte
growth factor, HGF) 3l 5 547 N [ 4l il 2 5 1L & &
CANRGE 21 W 8 NI YR ri) =R 3R oK
TRAEIA EPC AEA T2 Hh 3G A= M 1 T 67 P e 40
1L EPC St 1 ISR &b 5852 450 4 B 19 022 1 1 4
fifl, Hagensenet S R T U N R R PR 0 i A
MBS 7 T A AR S BTRK, 45t 7 3l ik P Bz 20
e IR N B P A PR AR SR Ok A
B AR R0 S Bl Pk Be RS AR 2] Tie2-GFP KR, 1%
BRI B2 P B 41 B A 2R EPCs Y 3Rk S 0.9 R
I1 ( green fluoresecent protein, GFP) , TEIZSLH TH
TN Ik Be rhop 22 N B A AS 3R 3k GFP X R B
A N B AR I R A B0 K B R SR I B A, O
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TR BRI S bR P iz 40 A 3 B 2 0 ) BT 75 1) A=
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B/ EE e-Kit P92 408 (e-Kit + 1in-CO31 + CD105
+ cells) X ECAH M w] DB B w5 B 3G AR T RE 1Y
AMREREYS o AT A I I L8 A i A I A 3R R RE
T3, W Ry AR A0 e fre SRS () B BEARAE . Fang A
Sk BE A A Ay 145 P9 B2 T 41 B (vascular endothelial
stem cells, VESC) , flifi Tif — 204IE 58 —Fh B c-Kit
VESC 7ER AR K L BE™ AR M HETEDIBE . 0T e-Kit
Bz 1% BUA MAE S PER . B e-Kit( +) N
20 T A B A8 5 ok U 2 A S e ALY, 2 S5 B S 1 A
JUECR A R X — g R Al T AR S B A
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DMK, 80 55 A — R 25 7 g s g i T
NATTRY L, N B2 40 i YR 0K ( endothelial cell-de-
rived microparticles, EMP) , EMP A il i fi #F il iy
Bz RIS 0 B F A EMP R AE I A5 5 40
Jei B R A SRR T PR 20 R P R N e
5 DNA RNA B0/ RNA, o5 30 S0 20 i 0o i 4
2281 5 e Cantaluppim] KIS EMP | D 3E
I R /0N A I B ek 0 R R T R D S
B, EASEE AR EMP (948378 F X RNase
i fd/N RNA 7€ EPC i FE MR, BB EMP
BIf /N RNA B RNA X il 48 & &2 1R 22, i AL
Jansen & BLTE ST EMP ] i 5 2 5 ik 9 Bz 30 3 R B
WRABEE , 5L 731 384 13/ RNA J7 5
KILEMP & F AR N RNA-126 38 5 FH
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R AR S AR T R R AR,
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ZHIB T EPC 54 PCI RIBYT 1 E 76 O R
BERWITUGE MR BET, A SC50 3 o K
I PCI A J5 BB A FERE EPC 30481k, &3 PCI
JEARMEER N EPC 3l 51, H 3l 5 AT 5 5 i i (19 4722
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DI EAE O I % 254 ( major adverse cardiac or cere-
brovascular events, MMCCE) 1E N2 5 34, fu 3646
T2 lzE s GO UESE A AR . BEVTIIE 155 A
H A 65 A& MMCCE (42% ) , &4 MMCCE & 5
o e 2 AR W TACE R R I A5 3t 5% 405 SR 7 1 G B
25, REBEH KR KA H LB CD34*/KDR*/
CD45 ™ 40 i A1 CD133 */KDR */CD45 ~ 4 fifd W] i 4%
., &Lk CD34* /KDR */CD45 ™ 4
AN e R % MMCCE #% % 8 35% ,CD133*/
KDR*/CD45 " #fi i 38 in 2 Lb oK 34 fin % MMCCE 1
R 25% o %L F HE 1 %) EPC AP RE B PEAL
AT LA X 28 PCT IR YT RS e R0 SO0 FR 3 5 1
Wi, BFSE K B SR 3l ik B9 ( CAD ) J8 3 IV Hh 76
H EPC $U A CXCR4 ™ A B0yl A7) SR i il
ATIXF T S i A8 481 493 11 1% 25 BE F1 5 A B B, Colin
2014 03 & fi R ANE J R R4 23 4 B CAD 1Y
o NAE R IR (oA 13 A RAT ek 3h ko 52
T34 10 AAT PCLIRYT ) , AU 2 40 AR 43531 43 BT
ZHARER) EPC J2 CXCR4A* 401, 45 B2 Se i 41 1
PR 240 BT PR A X I 453 403 19 1oz 225 i 7, (FL 5 %) R
YA L CAD 412835 PR 40 At 9 4 /KT BH (. FAAIK
2 PCLIRYT # BANAT i Ik i 52 3 EPC Jt CXCR4*
AN R KBR BT, HATIASh EPC | CXCR4 ™ 41 fifg
IKOF- 55 g5 e R S A DG, —AE R B 1 R IR
HA CXCR4 " 40ifi/K -5 PCI 450400/ & AR
KM, o 5% 41 0 ARG E, EPC 3EZR K
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S50 7 B R S A
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B A% AN e ok N RS S RE RS A R 1Y
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L1 5 el O (=21 W21 TS RO
K, XN P TR ARG B o T A AR BB Bk
AR BT, 42 U )R T B Al T 40 i A9 AT B o
Ak, insHECo UL 200 i A 08 A R Il A Ak B OB
AR IR T AR A AT S, Wa A5
B A P25 10 L BB LAY EPC VA 2 BR A 1545
FU8h K N B2 A PG 22 BRI, 235 SR A o S v & B
TR NFR I EPC, 5250 2H 09 8 2B o I T AR
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EPC i #F I 774 B2 Ak, IF i e WT EPC RS A 1T iy
T PCI ARG, W0/0 P78 R A= 38 el Il s d
SR, B AT ST S 7 T 40 RS A 3 A7 A F 22 )
Hoh o EZ R T AR LG 0 A A7 AR,
T 5% 2 W 28 SR A — 52 35 Tl P9 T 12 1 PN B 40 41 e
IAETE BRI H HUR T, e/ 322 h Rk
B2 ZA G,

EPC A %5 B il 48 451 0 S sl bk AR A VR T, 3
VI SZ 5 UESE EPC F% A 1T LA BH 1k 3l bk o 4 i b 2
TR SR ER EPC 150 A1 I T 00 6 i 5 ™ &
FEPE 56 R WP 00 A 25 R Chan 251
WS T EPC 5.0 F 5095 S T R 3l Bk A iig 24 95
TR IE R, LA 33 (01 B iy e S e A AR VR I IS
G, DA A% £ 20 500 it 457 BEL g 48 50 et bR 3l ik of,
Tt & AE R VEAG R bR . DT 26995 A I 3 43 25
PRI [F Y EPC L . B EPC FIRG P K AT iR 4
Jitd (1ate outgrowth endothelial cells, OEC) , SZ55 A& 8
AR B EPC A A 2K 5609 1L 38 31 7 2 F IfiL A8
T 5 TN 1) S W R B il /R S [R) B AE G . OEC B9 2K
T AR O A B (Sl 4 1 52 PR ) 1™
WG R EPC W JCI AR e, X T
AR BN ARG PR % ( R 1M 37 30 J1 24 BoR ) B ™ E
MRS EPC 8% OEC ¥ JCHI M, T ffix Lk
20 BT B ok o R B Ak B AR ) 4 B0 1 T £ 4
T AN L B AR MR 7 A 2

3 EPC Xt PCI R 15 RIE=HLH

HHi5&F EPC XF PCI A 7 £ 1 3 $i 43 18 /.
VEFRW I HLEI R 5T 50 sh 4 3495 S 560 455 AU IE
S B RE VR BN A2 40 i 2R A 3 P SR AL n T
Fe Ak AR R B 20 . B RGAAE JLIE T I
EHUEAG EPC VERM LTI . B 4 MU 4R 7%
I 3 B A{3i ( endothelial cell colony-forming unit, EC-
CFU) U5 [ 21 4k % 42 8 85 35 10 R RS % B A% 40 Jifd
B, R I 25 N B 40 AR R AE, 40 CD31, CD141,
CD105,CD146, CD144 % Jf HAEMEZE S HEfE R 1%
WAL BERR & . EC-CFU H L #N &
T8 FL G PRAELAH L% PN B 4B, EPC X PCT AR S5 1
AR A o 2R AN M T AR R . A W
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FEMT RIF EC-CFU K-8 AR R4 KR T+ &,
A FTE Y S N A R EC-CFU 2>,
EPC T4 681 IR

Fr T EC-CFU, P K 40 M 48 7% JE 158 240 B2 ( endo-
thelial colony-forming cell, ECFC) #l1 CD45~ CD34*
A 2k O R AN RN EA S R, B
HIAS AL ECFC 7K P AH X T g i 2 TG, W9 30
INHILRE B I R T 5% 2 B CD34* KDR ™ (CD45*/7)
EPC 7EAR J5 07 JLAS /N Bt P 85 2 A1 Ay >
ARG P AL A4 A 2R A 300 340 05 1) o8 B b T R R S R
(R f B, HL R A7 T BE 2 EPC 1Y S 7 78 Ak BE A B
FH ) Egan I T PCI R JF AT
SR A ORI RN 1 22 i B A A0 T S T A
CD34, CD133, KDR, CDI117,CD31, CXCR4 +, 4
BRI CHD ## CD34°, CDI33*, CDI117 +,
CD34"CD117 +, CD34"CD31*, CXCR4 * #HJifu /K-
I fatRE N E AL, PCT RJ5 6 £ 12 /N5 CDI33,
CD117,CD34/CD31, CD34/CD117, CXCR4 ) 4 it
Wz,

Gareth 25" A NG ¥R EPC %F PCI Fif 8l 4 4t
Wi i 2 AR R, Fh R 48 B A% 20 i A
R ELZ AL ALY EC-CFU i MTE IV 15 493 J5 T4 s
BOOHET A AL, U 43 W6 4 A i R e
TS PN Bz 200 PR Y B G B8 . — B I ] 5 i i 5 A 40
LS FE A RVE T HE N B Ak A A A s . B
HE R ZAT EC-CFU i A 11 )5 58 1 487 453 4 30 07
RAE EPC THUZ N B 4, 412 1 1 % 1055 D) g ) B
WK, A FF IS N FRA, 1 PCL RS EC-CFU/
EPC WA 2 A BT N AL IEIR | R SR 98 0 I
I, S EOF U L BE 3 A R0 Al i A AL TR, S 3
FEPeZE FLC WLBR INLRE AR o 53 A BiF 5 & et IR 30 Jik
RS (AR B0 00 FR A ARSI 24 R A 3
AN LA MR SE A i 75 A2 P F--1 oo (SDF -1 ) 7K P34
i, ELifL 3% SDF-1a 7K V- 5763 EPC £ S AR SM
MAFRE S R IEAREY ) (EXF T PCT ARG 35 1 2%
SDF-1a KA A AT A o it — 20 I

4 FPCHEZEAEBOBBNANEBITHH
W

HAT EPC &) iz 1T AR S kg B3 7
B EPC A 2R SZ AL E U T Do 1A AR YT 4
Hi o EPC iR SCARE A A BEIR Y EPC A 1EH% =
Sk 41y B 2 2 ik i 19 B8 7 i i — Fif
WS, EPC R BT i I M 5 2 Bl 5 i

A CD34 [E) iR ZPUARE A, 28 J5 5 L UR 7 A5 40
SRR b RPN AE SR
P CD34 UK W 5| 18 21 EPC OKG B, 17 Kl B A%
EPC Rk — 20 & & i A 2 RE 1) 1808 N B 240
X EEIR T SR H AR 2 B A S 2R R S
FIE BN, A AT 3 A 4 s 1] A BUBR BT L/ MR YT . H
M 2003 AEH—BHARN RN EPC i 3R S 285256
K, O A MY E R ISR IESE EPC AR SO 2R 42
A AFL[R] B 3k 24 S AR ik 2D KRR 114 Bt AL ST
& BRI 251 iR 2 SR L HA R el B
B AIIEG . 2003 4E 8 A SCE e T 16 Bl E A
Ji e R AR B bk e £ HEA TR SE 6 EPC il gk S 48
2 A ST AT PE R T I A 6 A T I A4S 1 5 45
SRR IO s 5 (PP 7 3R R I A PN P 4 2R S R
SRR ZERR IR IE BE L A R 63 4
EPC ik SCHEME A R E 1T 8 AN H BEVIb 5%, 3
ozt 1A A BRI MR TT , WA kA SR
IS 9 1, 6 > 5 8 52 7R S 48 P I B 48 I
FRHN0.78 £0.39 mm, 55— (RGP IR E L4
(drug-eluting stent, DES) AHL ) | 12525634 & A4
B EPC FiEX) EPC i3k SO 24 pyr 3 B 25
M, EPC it 1E & (17995 N B 0148 I & AR T EPC
B/ RN R B TTIB Y AT LA I EPC %kt
R AT SR N M 0 45 s R T A R IA O Btk
CWEESEIE JL/INEE PN EPC N E B8 N K Bk, 7 R
KB EE, A EPC i3k 2 420 7E R £42 PCI
WA FIEREDY . SIS SAZEE DES AH L EPC 4
ARSI H D P 8 45 D7 TG DA BE A 28, (H S8
P % AR SR AR AR Scacciatella %07 Xt A A
CD34 " EPC 4 fifg 4 2k 3 28 1 21 O JJLBE BE (acute
myocardial infarction, AMI) 3 B9 5 75 47 PEAN I
XF CD34 " 15l R 3 1% K 5 AML i RAH S BT
WF5E, BEHL S0 kA CD34 * EPC 4003k S 28 1
AMI B i 2 22 ARG I A8 25 I CD34
M, 286 N H MIREDT, 53 LG IEPESE T WO WL
HE HR A2 I 32 2 (target lesion revascularization,
TLR) #1145 iz # & (target vessel revasculariza-
tion, TVR ) N £ g i, HOR AR 3030 R 2%
4% , 10% F12% , 3 AR WMEEH) 48 N AT 1 =
fF, CD34 " 40 g & 5 4E ¢ B SE H AIE A G, 5
TLR \TVR B A 32 00 i A5 5 44 T8 B S5 AH G 1
H A EPC 3RS 28X HRTT AMI 2% A5,
Wojakowski 4/ X147 212 PCI i A EPC i3k %2
BYE ST Bedtyim B 2P bk B & 4T 96 35 EPC %=
Sl a5 AT, HEHL60 F1T PCT AR 19
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L Hirb 30 A A 192 EPC AR 28, 5 4 30 14
FABJES B, IR G AR Z 80mg P LK
My T AR BTl IMRIEIT 12 A, 6 DA Jaisad
JE B IV 35 52 PP Al B 4 B 8 B 32 B0 1L/ 5
12 A GO E o m & F, 455 EPC
AR SR e A R AR T 8 SR AR SR (13%
. 26.6% , P=0.04), fH6 A K12 MAFEHE
BN AR H LR E LR, MREE
OGP EPC B & E ACS I 6 MHJERI 2 15, &
PEGRIM] EPC 3 51 W AR T 6 A H 5 Bl e A
A (3 /pL 4.5 4~/pl, P=0.002), Hitikk
TEAE ST Bedfh m kO NIUEISE 8 35 EPC ik SO 2R L4
JEBRZZE 6 A A P9 RIS P PR AE & AR R

5 45 17

i S AP 5 2R B 240 21 A5 PN B2 A L AT EPC 2
MENEBEREENSS5H, Mk WHEHAD
FEAHLE B BT ERR S S, R AARRIERE A
B 40 M 7E ok PR 2 5 i 0 2 Y T A B — g Y 22
S, HAE EPC Cg T AMIL 20T EA 4
FUE LM A B AR YT , & T EPC FEINLAE 1542 J7 1H
AT 1 T B A SR LR A 2 T
fift, WA EPC 5N BAFHCHEM R AIRA N T
P15 EPC AR S SR 7E B P B 2 Oy 1 i A 8, B
—fX EPC i3k 3488 o AR W) TR 2= H AN EPC Jli
RBARE F IR AR ZH ARG 6 & 54
— PP R A A B — 20K PCT R 5 S 48 P9 F
B RS IF 2 E 1 Kk AR, ek R A AEp
DES .26 T WEm L, #r—CH DES K
4k 5w DES b5 w] DES, K3 L5 —1% DES
TN AR, v LU 3 — 1% EPC i3k
TRHABRBE KA RS Z A, 2R
R H R 58 2
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