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ABSTRACT Objective: To study the correlation between LDL and GMP-140 in Coronary Heart Disease. Methods: LDL and
GMP-140 levels (with ELISA) were determined in 80 patients with CHD (40 ACS, 40SAP) and 40 controls. Results: LDL and GMP-140
levels in patients with CHD were significantly higher than those in controls(P<<0.01). Among the CHD patients, magnitude of changes of
the levels of LDL and GMP-140 in ACS groups were larger than those in SAP groups (P<<0.05). LDL levels were positively correlated
with GMP-140 levels. Conclusion: The LDL and GMP-140 levels were closely related to the diseases process of CHD and were of great
clinical importance.
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Table 1 The comparison of common condtion in ACS group,SAP group and Control group

ACS 4 SAP 28 XHERZE
I B (item)
(ACS group) (SAP group) (Control group)

Age(year) 61.25+ 10.29 59.10% 11.68 57.83% 10.71

sex( male/female) 30/10 33/7 30/10
TC(mmol/L) 4.68+ 0.95 4.19+ 1.11 4.12% 0.77
TG(mmol/L) 1.98+ 1.13 1.66+ 0.90 1.41% 0.72
LDL( mmol/L) 2.88+ 0.70 241+ 0.79 223+ 0.52

®2 AEIGKRSE CHD BEMERER A LDL GMP-140 8L
Table 2 The comparison of LDL and GMP-140 between control group and different groups in CHD patients

2B 5l (group) N LDL-C(mmol/L) GMP-140(p g/L)
ACS #B(ACS group) 40 202 88+ 0.70% 2812944 1.17%
SAP ZH(SAP group) 40 22 41% 0.79 229 535 0.97

%t B8 2H(Control group) 40 2.23+ 0.52 8.07+ 1.43

A P<0.05 AAP<0.01(5IE#E AZHEE%E) (compared to Control group)
% P<<0.01( 5 SAP ZHELER) (compared to SAP group)
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