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INTRODUCTION

CT1812 is an oral small molecule sigma-2 receptor (S2R) modulator in
development for Alzheimer’s disease (AD) and dementia with Lewy bodies A
(DLB)'. Preclinical and clinical evidence indicate that CT1812 can displace
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CONCLUSIONS -CT1812 TREATMENT

 These results provide insight into potential pathway engagement
biomarkers of CT1812 after four-week treatment

- Biological pathways, including cholesterol, lipid biology,
inflammation, and WNT/B-catenin signaling are impacted by CT1812
treatment

Fig 1. Differential expression analysis of plasma samples, at 29 days, from
AD patients given CT1812 vs placebo. A) Volcano plot illustrates
differentially abundant proteins (CT1812 vs placebo) at p<0.1. B) Topmost
decreased (green) and increased (red) changes are listed (p<0.1).
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