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[Abstract] Objective To investigate the effects of lipid-modulation and antiplatelet treatment on the
expression of endothelial lipase (EL) of patients with coronary artery disease (CAD), and investigate the role
of EL in the development of CAD. Methods One hundred and fifty-seven cases were divided into three
groups according to clinical manifestations and the results of coronary artery angiography: control group (n=
41) with more than one risk factors of CAD and the vessel lesions was <30% ; stable angina pectoris (SAP)
group (n=55); acute coronary syndrome (ACS) group (n=61). The EL positive cell rate was measured
2 weeks after cessation of lipid-modulation and aspirin treatment, and 6 months after treatment with
simvastatin and/or aspirin. The drug was ceased for the complications or not tolerance for the treatment.
Results Except the patients in control group with aspirin treatment, the EL positive cell rate was
significantly decreased among other groups (control group with simvastatin; (3.9340.87)% vs. (5.28+%
1.05)%, SAP group: (8.1642.11)% vs. (15.12+2.53)%, ACS group: (13.9343.22)% vs. (38.44%
4.36)%; SAP group with aspirin: (10.571+4.07)% vs. (14.661+2.29)%, ACS group: (18.28+5.14)%
vs. (40.2743.96)% s control group with aspirin and simvastatin: (3.131+0.87)% vs. (5.33+1.25) %,
SAP group: (5.68+2.200% vs. (14.89+2.15)%, ACS group: (7.81+3.96)% vs. (39.27+5.17)%,
P<C0.05 or P<<0.01). Conclusion The treatment with lipid-modulation and/or antiplatelet drug may
significantly decrease the expression of EL, implying that EL participates in the progression of CAD.
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