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Abstract

Background: Paraoxonase 1 activity shows a decline in patients with coronary artery disease.
The C to T change in the -107 position of promoter is the most important genetic determinant of serum
levels of paraoxonase 1. Study of this polymorphism and its relationship with the type of fatty acid
composition of phospholipids in HDL particles can be found in the common pursuit of better
medicines and considered in drug treatment

Materials and Methods: In this descriptive study, 265 patients were selected and divided into
two groups based on LDL level (131 in case and 134 in control groups). Lipid profile and paraoxanase
1 activity were measured by commercial kits and spectrophotometry method, respectively. Molecular
studies were performed by PCR-RFLP after DNA extraction. Fatty acids of HDL phospholipids were
measured by gas chromatography technic.

Results: PON1aryl esterase activity had no significant changes after treatment with lovastatin
but paraoxonase activity had more significant increases in the CC genitype of -C/T107 polymorphism.
Oleic acid, linoleic acid, and icosapentanioc acid percents in HDL phospholipids were increased by
lovastatin.

Conclusion: Treatment with lovastatin in the CC genotype has probably a more protective
effect against cardiovascular diseases. Following treatment, in patients with higher paraoxanase 1
activity, oleic acid and linoleic acid increased in HDL phospholipids.
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