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This study presents a structurally robust tri-specific Lecanemab-Fab scaffold that simultaneously targets AB42, Tau, and
TREM2. Engineered using AlphaFold2 and HDOCK, the scaffold (BSA 2,265 A2) demonstrated strong predicted binding to AB42
(—265.48) and TREM2 (-329.45), highlighting a novel multi-target strategy to address neuroinflammation and potentially mitigate

ARIA-associated complications in Alzheimer’s disease.
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