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[ ABSTRACT] Aim To explore the correlation between incidence of coronary heart disease (CHD) and the changes of

markers of coagulation, fibrinolysis in patients with CHD.
sis for patients with CHD.

This may help to diagnosis, anticoagulation, thrombolysis and progno-
Methods Plasma platelet granule membrane protein 140 ( GMP-140), von Willebrand factor

(vWF), D-dimer (D-D) were detected by enzyme linked immunosorbent assay ( ELISA) in 100 patients with CHD, and compared

with 42 healthy subjects.
fered significantly compared with control group ( P< 0.01) .

Results Plasma GMP-140, vWF, D-D were significantly elevated in patients with CHD and dif-

The changes of molecular markers in patients with acute myocardial

infarction (AMI) were elevated significantly than those with old myocardial infarction (OMI), unstable angina (UA) and stable

angina (SA) (P< 0.01).
SA (P< 0.05).
< 0.01).

Conclusions An obvious hypercoagulable state existed in patients with CHD.

The levels of plasma GMP-140 in patients with UA were elevated more significantly than those with
There were obvious correlations between the molecular markers in patients with CHD( r= 0. 857~ 0. 301, P

There were correlations between

the changes of molecular markers of hypercoagulable state and patients, condition.
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Table 1. Plasma GMP- 140, vWF , D-D levels in patients with
CHD compared with control group

5 H n D ZFAE (mg/l) GMP-140 (Mg/L)  vWF (%)

X HE 41 4 0.42%0.04 10.07%0.74  1.02%0.09
FEOWA 100 1.74%0.75° 15. 103, 11*  1.84 0. 44
AMI 18 2.74%0.31*  19.86*2. 17 2.41F0.11%
OMI 41 19 1.79%0.83" 13.58£2.57°  1.80%0.50"
UA 4 22 1.47%0. 64 14.65%2.55*  1.58%0.43"
SA 41 41 1.37%0.45° 13.65%+1.47°  1.52730.25°

a: P< 0.01, SxMAE; b: P< 0.01, 5 OMI4.SA HAM UA 4
Eb#E; e P< 0.05, 5 SA 4HELE.
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