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Abstract: In the past few decades, the role of inflammation in the pathogenesis of atherosclerosis has been a hot topic of research. Studies have shown

that some inflammatory markers have predictive value for the onset of coronary heart disease (CHD) and the recurrence of disease in patients with

confirmed CHD. Among these markers, lipoprotein-associated phospholipase A2 (Lp-PLA2) has recently received considerable attention. This review

summarizes the potential role of Lp-PLA2 as a CHD risk marker and as a therapeutic target.
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