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RESEARCH HIGHLIGHTS INTERCEPT-AD: NCT04331459
- Sabirnetug has a favorable safety and tolerability profile ALTITUDE-AD: NCT06335173

Figure 1. Sabirnetug Binding Figure 4. Target Engagement Assay (MSD S-Plex [Turbo] Immunoassay) - Rates of ARIA-E were relatively low
Sabirnetug (ACU193) is a Monoclonal Antibody that is Highly Selective for ACU193-ABO - Lack of ARIA-E in APOE &¢4 homozygotic participants was of interest
Soluble Amyloid B Oligomers, a Synaptotoxic Form of Amyloid B T 4/ € ABO selective detection - Dose-dependent target engagement of AB oligomers was demonstrated in CSF
Soluble AB Insoluble AB (anti-ABO mAb) + Sabirnetug significantly lowered CSF neurogranin (-13.9%) and pTaul81 (-13.0%) concentrations and numerically
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Target Engagement, continued Biomarkers, continued
Soluble amyloid B oligomers (ABOs) instigate neurodegeneration in Alzheimer's disease Figure 5. Amyloid Related Imaging Abnormalities — Edema/Effusion (ARIA-E) Figure 8. Simulated Target Engagement to Aid Dose Selection for Phase 2 Figure 11. Post-Dose Changes in Plasma Biomarker Concentrations
(AD). Sabirnetug (ACU193) is a humanized IgG2 subclass monoclonal antibody raised ALTITUDE-AD Study: 35 and 50 mg/kg Q4W
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sabirnetug (n=6) sabirnetug (n=6) sabirnetug (n=6) sabirnetug (n=6) 60 mg/kg Q4W cohort, was symptomatic. None of the six apolipoprotein €4 homozygotic Figure 9. Changes in CSF Biomarker Concentrations During Sabirnetug Treatment After 1-6 weeks drug washout, median levels of glial fibrillary acidic protein (GFAP),
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