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Results

e Simulated changes in lipid profiles and plaque volume following therapy were consistent with published clinical data (Figures 2 and 3, Table 1).

Background

¢ Reduction of low-density lipoprotein cholesterol (LDL-C) following
treatment with statins or ezetimibe plus statins has been shown to

Figure 3, Table 1. Effects of LDL-C Changes on Plaque Volume in

Hypercholesterolemic Patients
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