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Abstract

The incidence of coronary artery disease (CAD) has been creasing in Thai population
and is the second causes of death for Thai people. Endothelial dysfunction plays a crucial role
in the pathophysiology of CAD. Therefore, plasma levels of thrombomodulin as well as
thrombomodulin G-33A polymorphism could serve as biomarkers of endothelial damage for
prediction of CAD outcome. The present study was conducted to examine the association of
those parameters with CAD by measuring the levels of plasma soluble thrombomodulin and G-
33A polymorphism using sandwich ELISA and polymerase chain reaction-fragment length
polymorphism techniques, respectively. Blood samples were collected from 189 patients with
CAD diagnosed by coronary angiography and 138 subjects without CAD. The results revealed
that genotype frequencies of G-33A polymorphism showed no significant difference between
patients and controls (GG, GA+AA = 92.1 vs. 92.5 and 7.9 vs.7.5%, respectively). There was no
significant difference of the levels of soluble thrombomodulin between patients with CAD and
controls (3.2+1.3 and 3.0+1.4 ng/ml respectively).  In addition, the levels did not significantly
differ between genotypes GG and GA+AA (3.1+1.3 and GA+AA=3.3+1.6 ng/ml respectively,
p=0.685). However, a significant increase in plasma soluble thrombomodulin was found in
individuals with diabetes mellitus (DM) compared to those without DM. In contrast, a correlation
between the thrombomodulin levels and fasting blood sugar was not demonstrated whereas the
relationships were found with age, systolic blood pressure, triglyceride and high density
lipoprotein-cholesterol. These results suggest that although the levels of soluble
thrombomodulin were not significantly different between patients with CAD and controls, the
relationships with the other traditional risk factors for CAD were demonstrated. Thus, plasma

thrombomodulin levels might serve as a predictor marker for the complication in the patients.
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