Passive Amylin Immunotherapy Improves Brain Function and Reduces Brain B-amyloid Pathology

UK _ in APP/PS1 Mice
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I : i : : : v’ Passive amylin immunotherapy safely neutralizes circulating amyloid-forming amylin, limits its BBB transport, and
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* Florin Despa, f.despa@uky.edu, blood-brain barrier and interacts with AR, promoting AB-amyloid '
deposition in the brain and impairing brain function. Passive amylin

v’ These findings suggest a mechanistic link between peripheral amylin, neurovascular dysfunction, and tau
pathology, supporting P2 as a possible disease-modifying therapeutic strategy for AD.
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Immunotherapy, administered via intravenous injection, clears amyloid-
forming amylin from the blood circulation, resulting to reduced ApB-
amyloid deposition in the brain and improved cognitive function.,
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