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BACKGROUND

Dysregulated cholesterol transport and impaired apolipoprotein E (APOE)-mediated amyloid-3 (AB) clearance are upstream drivers of Alzheimer’s disease (AD)." This is particularly true for APOE4 carriers, who exhibit deficient lipid efflux, glial cholesteryl ester accumulation,
and early blood-brain barrier (BBB) dysfunction.’? Cholesteryl ester transfer protein (CETP) inhibition may address these upstream foundational lipid imbalances through multiple convergent pathways.? Obicetrapib is a potent, oral CETP inhibitor that achieves
comprehensive lipid modulation and has demonstrated significant reductions in AD-relevant plasma biomarkers.3

Figure 1. Percentage Change in AD Biomarkers Among E4/E4 Carriers at 12 Months in the Phase 3 BROADWAY Trial
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The BROADWAY AD Biomarker substudy?

Included 1535 participants with atherosclerotic cardiovascular Central Figure. The Effect of CETP Inhibition on Preventing APOE4-Associated AD
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