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We have established a pipeline for screening FDA-approved drug compounds targeting neurotoxic aggregation of
- ApoE4 protein, which is the strongest known genetic risk factor for late-onset Alzheimer’s disease 5
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combining a blind docking approach with experimental
evaluation of the binding affinity and anti-aggregation
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o Repurposing FDA-approved drugs represents a promising
approach to finding new candidates for Alzheimer’s treatments
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