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[ ABSTRACT] Aim To investigate the dynamic changes of circulating endothelial progenitor cells (EPC) counts
after percutaneous coronary intervention( PCI) in patients with chronic stable angina pectoris and related factors of CD34"/
KDR™ maximum motivation. Methods 93 patients were divided into PCI group (n=72) and control group (n=21).
Blood samples were collected by femoral artery sheath or median cubital vein. EPC counts were measured following CAG
(baseline) and 1 h, 3 h, 5h, 7 h, 24 h after PCI or CAG by flow cytometry. Results Population means of different
type EPC counts has significantly statistic difference at different time points and EPC counts between PCI group and control
group(P<0.05). In PCI group, CD34"/KDR" at 24 h, CD1337/CD34"/KDR" at 3 h, 5 h, 24 h, CD133*/CD34"/
KDR" at 5 h, 7 h, CD133"/KDR" at 3 h, 5 h, CD133"/CD34" at 24 h has significantly statisitc difference compared with
baseline( P<0.05). However, there has no significantly statisitc difference in the counts of each type of EPC at different

time points compared with baseline in the control group( ”>0.05). The maximum motivation of CD34"/KDR" has negative
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relationship with basal C-reactive protein, and has positive correlations with body mass index (BMI) , angiotensin-conver-

ting enzyme inhibitor ( ACEI) or angiotensin II receptor antagonists (ARB) drug treatment and the quantitative parameters

of endothelial injury.

Conclusion PCI can initiate time-dependment mobilization of EPC and promote motivation, mi-

gration and recruitment of CD34°/KDR" which can accelerate endothelial damage reparation and reduce complication of pa-

tients with chronic stable angina pectoris after PCI to improve prognosis.
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Figure 1. Detected EPC by flow cytometry
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Table 1. Comparison of clinical basics between the two groups

PCI 41 XT R 21
(n=72) (n=21)

I R B ¢ B X3

SRl PR YR}

I (%) 60.35+9.98  59.57+10.05 0.313

BB %) ] 51(70.8) 15(71.4)  0.003

BMI(kg/m?) 25.88+3.44 25.45+3.20 0.513

LS [ (%) ] 38(53.8) 9(42.9)  0.640

WEIRAG [ (%) ] 31(43.1)" 3(14.3)  5.802

WS [ B (%) ] 24(33.3) 6(28.6)  0.169

TECIR AL [ H1(%) ] 37(51.4)*  5(23.8)  4.850
NP R A

BT (%) ] 39(54.2) 6(28.6)

MR E[ (%) ] 18(25.0) 3(14.3)  0.052

=EORAE (%) ] 15(20.8) 2(9.5)

LDLC( mmol/L) 2.52+0.59  2.3420.28 1.927

C M (mg/L) 1.53+0.34  1.35+0.51  1.958

AN %0 x 10° /1) 7.43x1.86  7.03x1.37 0.912

W EL A AT (%107 /L) 1.63£0.27  1.66+0.25  0.537

AT (x10° /L) 0.54£0.24  0.53x0.20  0.091
FARIGEH

2 BEIN 3242 (DES) 2%

- IR R A (mm® ) 349.24+167.99

a h P<0.05, 5XHR4] LUK
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Table 2. Counts of EPC subpopulations at different time point

(1] CD34*/KDR*  CDI1337/CD34'/KDR* CD133*/CD34'/KDR*  CD133*/KDR* CD133*/CD34"

PCI #H
FLLR K 29.64+4.07 18.89+4.26" 9.15+3.51" 16.32+5.48 10.07£1.95"
PCIARJG 1 h 28.72+3.84 21.20+5.03" 9.51+2.50" 15.51+3.48 12.35+3.54"
PCIARJ5 3 h 27.92+4.11 30.85+7.59® 9.47+1.94" 10.33+3.61" 14.42+4.82"
PCIARJG S h 29.74+4.07" 22.35+5.45" 10.49+2.46™ 11.37+3.34" 12.53+4.75"
PCIARJE 7h 29.67+4.04" 17.52+3.73" 10.44+2 45" 13.07+4.58 13.40+4.84"
PCIARJG 24 h 44.92+9.29" 28.38+4.53* 9.53+3.77" 13.86+4.58" 16.67+4.87"

X HEZH
LR IK - 29.35+5.26 15.93+2.58 15.10+2.87 14.53+3.44 19.61+3.44
CAGARJG 1 h 27.715.17 15.07+2.01 14.13+2.84 14.07+3.38 18.48+3.45
CAGARJF 3 h 26.93+5.21 14.13+2.64 13.16+2.85 13.14+3.29 17.34£3.51
CAG RJF5h 26.86+5.65 13.16+2.76 13.56+2.83 13.65+3.31 17.97+3.50
CAG RJ57h 27.17+5.20 15.43+2.89 13.53+3.31 13.41+4.74 18.41+5.72
CAG AJ5 24 h 29.85+5.19 15.15+2.51 16.38+3.67 16.59+4.84 22.12+4.99

a N P<0.05,5 PCT 4 IEL KA ;b R P<0.05, 5% BE 28 %o 7 s [] s AR LG
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Figure 2. Dynamic changes of EPC counts at different time points in the two group
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@‘\L%Ei‘_ﬁ AECRIRE PCT 2L '%‘%f CD34/Z KDR" and clinical factors
KDR " 5 K 5l 57 W5 3 K 22 Fof s PR W4 69 A Sk 2R AT

. [HZNiSES P HH 2% 22 %k P1a

ﬁ*ﬁ,@*ﬁﬁzﬁ% \‘fij”JU\BMI\WiEi\I%JﬂlEE\E&H% q;ﬂﬂ*’?\ -0.147 0.24
1 78 5 7k R L AL B 157 ( angiotensin-converting en- P 0.165 0.186
zyme inhibitor, ACEI) M Bk R 1 2R HSHi 7] *]?%\’[}%{ﬁi _00312555 (<)02(1)5l
(angiotensin I receptor antagonists, ARB) &5t | IfiL 5 e I B 0.003 0.979
11T R A LATE ¥/ ¥ e A M -0.067 0.591
PSRBT R E SR B e R 0070l
(o AR 26 0, G A A R AT 20 45 R . A ACEI 5 ARB 520 0.315 <0.01
R, CD3/KDR Bk ah LIRS C R, IR ey e o
ARG, 5 BMI R ACET 50 ARB FUTEAL BN ¢ mmiEn -0.542 <0.01

K E RS BE I IEA (% 3) ., L5 P B 33 e B 0.784 <0.01
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BP1E] . Scacciatella 2557 % 50 4l A CD34* EPC ##
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RFHE, BT EPC B BE AR 20 51 28 4 ] 1fi 75 22
— B[R], DT Sy 32 4 158 9 R AR it 7 — A
WHE RS ] R R . 5946, AW 5E oK, EPC oA
R Bl AR S AR ik 2 R &R, X T BEIE L F PCI
ARIG5 RN e Z P,

A A B 5 T N B2 45405 5 el A SRORT S 7
SRR EPC B AR b 22 B AHSCE, 7ESC8 b, K
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JTF B —BGE R . 140 Thomas 1455 55 i HE
Bk TR B T Lee FRBIF 2 X 52 DU 2 4 PR 575 £
H EPC MBSk, A58 40 AN PR | 55 I
TR BE AR A SR 2 1 BN 2 RUBH R B 2 vl T4 i
HEE BN T T A R 5 3 EPC BRI
B, I ELAH 200 i T 8 2 8, 3 s A2 40 0l 5 P O
PRIER ™ E RS & N R0, 5 o SR I
Bk R TAHSC, S B0M L Dy REFR A, I 45 BE 598, Ab
JEIBE ) TR, EPC B /b g 8 A AR ks g
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