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[ ABSTRACT] Aim  To investigate the isolation and culture of endothelial progenitor cells from peripheral blood in
patients with coronary heart diseases, and to determine cell shape, amount and clusters.  And to study the correlation of
endothelial progenitor cells ( EPC) number and the stenosis degree in coronary artery. Methods Mononuclear cells
were isolated from peripheral blood of patients with coronary heart diseases (n =57) and control (n=30). The isolated
cells were cultured.  And the correlation of EPC number and the stenosis degree of coronary artery was studied in patients
with coronary heart disease. Results The number of EPC was significantly reduced in patients with coronary artery
disease (CAD) compared with control subjects (23.1 £1.8 vs 56.7 £2.4). In addition, the number of cell clusters was
also impaired in patients with CHD (14.7 +2.5 vs 24.2 +1.7). EPC number and function were decreased with the de-
gree and extent of coronary artery stenosis. Conclusions The number of cell clusters, proliferative capacity of EPC
was significantly reduced in patients with CHD compared with control subjects.  The number of EPC have negative correla-

tion with the degree and extent of coronary artery stenosis.
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P RIE B A0 dL R R R R R % EPC W E &K,
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% W B4 K B F (vascular endothelial growth
factor, VEGF) 165 % Pepro Tech EC /A 3] /= & , 14
AR A4 48 i 4 K H T (basic fibroblast growth factor,
bFGF) % BD Bioscience /A 7| /= , FITC-CD34 , PE-
KDR ., #| = % % % 1 ( Ulex Europaeus agglutinin-1,
UEA-1) \Dil-LDL % R&D /A 3] = &, Trizol % MIC
NE TR
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20 png/L RPMII640 ¥ 5% 3, B & 4 g 4 K, A
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& UEA-1 #7 ac-LDL-Dil, 3 % 8, [ P£ 6y 28 Ji 97 A K
s IEFE G H EPC,
1.5 MEAHEAIEIERE I ER

¥ EPC 37 XJa, Mt A m i, DL 3L 4 x
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SR, H R EKEEE,
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circumflex coronary artery, LCX) % 2T % /g & x 2.5,
WA JEFEXH x1, FEM X x0.5, A "R 5k
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x1. BORASXMRAMKERZBILE (x +5)
Table 1. Basic clinical data for patients with CHD and con-

trol subjects (x =s)

5 H ot 4 AL
(n=30) (n=57)

LRI 62.1+7.6 64.3 £8.2
B2 (f) 19/11 41/16
WA (5] 9(27% ) 24(42% )"
WA (2 H) 11.31+£5.10  18.25 %3.40
R I () 6(18% ) 22(39%)*
W46 £ (mmHg) 133.00 £21.20 143.70 +25. 22"
& 9K (mmHg) 80.25 +13.50 87.01 +18. 16"
Jok F 22 (mmHg) 50.28 £16.12  58.21 5. 60°
BEIRIG (1) 3(10%) 9(16% )
23 1 1fiL 8% ( mmol/L) 4.50+1.23 5.18 +1.76
JIF [ B ( mmol /L) 3.16 1. 69 4.53 +0. 95"
H i =5 (mmol/L) 1.43 £1.02 1.77 £1.35
R ENRE A (mmol/L)  2.31 0. 94 2.76 +1.22°
HEEIREM (mmol/L)  0.94 +0. 35 0.78 +0. 42
a A P<0.05, 5% B4l L,
2.2 RSN

EjXT B2 L, e O SR 1Y EPC 7E NI 43 B 1)
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WP Sl el /0 T L 44t 7 5 ) Sl ik L 0 i B 7 K
NS (LT .
2.3 FETAMITEANMAMEE AL B

B R AL A BB ALY EPC 0 Hed, & B e
Lo A 1 EPC B0 MR AR 75 5505 X IR LL %
WL, 2R EAREME(P<0.05)(%2),
2.4 BRI EBAMEMM A LB

OY BRI AN MBS 9% 7 RGBT #RIE
TN 2R, FH ac-LDL-Dil F1 UEA-1 X 4 g (5,
Ji 38 e 2R A B AR % 2, ac-LDL-Dil Fl1 UEA-1 %L
Yot SN A IEAE 5B EPC (D 1) , 560
375 S AN I A K4 0 B 1 200 e o R 2L A S8 A1
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Table 2. Number and clusters of EPC for patients with
CHD and control subject

o H PO RiGEE T 41
i ok g E| 56.7 +2.4 23.1+1.8"
L5 5B 24.2£1.7 14.7 £2.5°

a} P<0.05,bH P<0.01, 5% L IL#

A HXTHRZE AL HE35 7 KIS0 EPC( x40) , A2 AIAEVE ( x 10) , A3, 5E G XL £8 XA E 40

ML( x40) o B AL, B 357 7 RIS EPC( x40) , B2 4IRS ( % 10) , B3 : DOLXGL LA ( % 40) .

Figure 1. Cell forms of patients with CHD and control subjects
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FR3. AEIBRIFRELZEEOHESE EPC HEFMFE (>
+5)
Table 3. Number and proliferative capacity of EPC in CHD

patients with different number of diseased vessels(x +s)

W H X} R 2 AR ZRARl
A H 56.7+1.8 39.7 £2.4° 22.1+1.8"
AL TE S H 24.2+2.5 15.3£1.7° 9.9+2.5"

HMEIESE TG PE(OD) 0.702 £0.048 0.511 £0.026° 0. 409 +0. 027°

ay P<0.05,b R P<0.01, 5% B4 4L,
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Figure 2. Number and clusters of EPC in CHD patients

with different number of diseased vessels
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Figure 3. Proliferative capacity of EPC in CHD patients

a NP

with different number of diseased vessels

100 y=-1.0245x+72.651
90 R?=0.6199

80
70
60
50
40
30
20
10

EPC# 2

LIS I N BN B B B R |

30 40 50 60 70
Gensini %
E4. TEERSIFEETEEDNREE EPCHE
Figure 4. Number of EPC in CHD patients with different

degree of lesion
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