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Based on the complex pathophysiology of atherosclerosis, a large number of biomarkers that relate to lipids, inflammation, immunity, thrombosis and hemostasis, have been investigated experimentally, in epidemiologic studies, and in clinical trials. 
Interest focuses on their potential role to aid in risk stratification, as possible surrogate markers of atherosclerosis, and potential targets for therapy. More recently, two lipid associated biomarkers, lipoprotein associated phospholipase A2 (Lp-PLA2), and type II secretory phospholipase A (sPLA2) have gained considerable interest. 
In particular for Lp-PLA2 a large epidemiological database suggests that it might improve risk stratification. 
Moreover, it may also serve as an interesting therapeutic target, since a specific inhibitor of the enzyme is available with promising animal data and initial positive data in humans. 
A biomarker study has been completed demonstrating a positive effect on various inflammatory molecules. In addition, an imaging study using IVUS based modalities (greyscale, virtual histology and palpography) together with a panel of biomarkers (IBIS-2) has been done in more than 300 patients with CHD treated over 12 months and results are eagerly awaited. 
Similarly for type II sPLA2 animal data and several epidemiological studies suggest that it may be associated with atherosclerosis risk. Inhibition of the enzyme over several months has demonstrated positive effects on the lipid profile as well as on several proinflammatory biomarkers. 
Thus, inhibition of the proatherogenic and proinflammatory effects of these two members of the phospholipase superfamily may contribute to decrease the residual risk in high risk patients already on a polypharmacy. 

