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PROPOSED MECHANISM Acknowledgements

Age-associated accumulation of isoDGR-damaged proteins drives cerebrovascular endothelial dysfunction by collapsing the cytoskeletal architecture and disrupting junctions,
leading to BBB breakdown, inflammation, oxidative stress and endothelial senescence. In parallel, isoDGR modification of LRP1 impairs B-amyloid clearance,

promoting cerebral amyloid angiopathy (CAA), amyloid accumulation and Alzheinmer’s disease (AD).
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