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[ABSTRACT] Aim  To explore the relationship of serum level of eosinophilic cation protein (ECP) and classifica—
tion of coronary artery lesions through measuring their levels. Methods The study enrolls 70 patients with coronary
heart disease (CHD) , and 30 patients without CHD as controls. All patients were confirmed by angiography. According to
the number of diseased vessels, we divided the patients into three groups: 1-vessel disease group, 2—vessel disease group
and 3-vessel disease group; and then analyzed the relationship between the level of ECP and the number of diseased vessels
respectively. Results  The serum levels of ECP in CHD group were higher than those in control group (P <0.01) .
The relationship between the serum levels of ECP and the number of diseased vessels were statistically related among three
groups (P <0.01) . Multiple linear regression analysis showed that levels of ECP were closely associated with the severity
of coronary artery lesions. In multivariate analysis, ECP levels were significantly associated with CHD independent of tradi-
tional risk factors. Conclusions The study indicates that the higher serum levels of ECP may be related to the initia—
tion and development of coronary artery lesions. So the higher serum levels of ECP is likely one of the indexes to predict the

severity of the coronary artery lesions.
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Figure 1. ECP serum levels in patients presenting with CHD

with different branch numbers of coronary arteries
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Table 1. Clinical characteristics of patients with and with—

out CHD

niH CHD #1 (n =70) St (n =30)
B4k (1) 39(56%) 13 (43%)

TR s (43D 33(47%) 11(37%)
EiR () 63 =8 62 +7

o I 9 (451D 43(61%) 17(57%)
ACEI 5% ARB (f5) 32 (46% ) 9(30%)

FaT =] PG AR (1)) 53(76%) * 5(17%)

B -7 1 L3 771 (f31) 42 (60% ) * 6(20%)

Hih 7T 2 (1) 35(50%) 10(33%)

1 %% (mmol /L) 6.32(5.33,7.82) 5.73(4.91,7.32)
BMI (kg/m?) 24.40(22.38,26.15) 23.50(21.75,25.83)
TG (mmol /1) 1.93(1.53,2.63)* 1.61(1.28,2.11)
TC (mmol /L) 5.2+1.4 4.7+1.3
HDL (mmol /L) 0.99(0.80,1.19) * 1.14(1.02,1.34)
LDL (mmol /L) 2.45+0.91° 2.04 +0. 83

ECP(ug /L)

12.39(7.39,20.97) *

4.63(3.29,7.70)

ay P<0.05, 5% AL .
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Table 2. The partial correlation analysis of branch numbers
and stenosis score of coronary arteries and parameters stud—
ied

5 B — B R SY : i L B
P AH % F 5 P i A 2% 3% H P

ECP 0.478 0. 000 0. 468 0. 000
BMI 0. 127 0.310 0. 101 0.422
1 0. 175 0. 160 0. 131 0.295
TG 0.434 0. 000 0.415 0. 001
TC 0.223 0. 059 0. 262 0.033
HDL -0.075 0. 549 -0.152 0.222
LDL 0. 402 0. 001 0. 489 0. 000
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Table 3. Multiple liner regression of stenosis score and serum ECP level, risk factors in CHD subgrounp

E, RER L R o
= & R TR A ! i
TG 1.726 0.723 0.299 2.386 0.021
LDL 1. 175 0.513 0.297 2.290 0. 026
ECP 0.120 0.037 0. 369 3.237 0. 002
R* =0.392
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Table 4. Associations of the presence of CHD with risk factors and serum ECP level (Multiple Logistic regression analysis in

100 patients)

B EPEE ¢ PRAER Wald {5 P OR fH 95% Tl {5 X 8]
B R ~0.643 0. 269 5.719 0.017 0.526 0.310 ~0. 890
ECP 1.385 0.321 18. 621 0. 000 3.995 2.130 ~7. 495
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