Soluble AB-Oligomer-Selective Antibody ACU-3B3 Reduces Amyloid Pathology and
Improves Multiple Behavioral Domains in a Mouse Model of Alzheimer’s Disease
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ACU-3B3 Detects Ap Accumulation in Brains of Humans
with AD.

ACU-3B3 Reduces Habituation Deficits in J20 Mice after ACU-3B3 Treatment Reduces Visible Platform Water Maze

Background: Considerable evidence suggests that amyloid-beta (AB) contributes to
Alzheimer’s disease (AD) pathogenesis. Despite initial failures, some clinical trials
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