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Alzheimer's disease requires therapies targeting multiple pathological pathways rather than a single mechanism.
* HTVS of ~500,000 ASINEX compounds identified LAS512463592 as a common inhibitor of BACE1, GSK-3f3, PKA, and Caspase-3.
* LAS512463592 demonstrated strong binding affinity, BBB permeability, and stable protein-ligand interactions during molecular dynamics simulations.

* The compound represents a promising multi-target disease-modifying candidate for Alzheimer's disease requiring further biological validation.
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