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Targeting E-selectin represents a mechanistically distinct and complementary approach to endothelial stabilization in AD

INTRODUCTION METHODS RESULTS

Brain endothelial dysfunction We performed a targeted review Endothelial E-Selectin (SELE) as a Therapeutic Node in Alzheimer Disease
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We here aim to evaluate
SELE as a candidate
therapeutic target in AD.

glycocalyx-associated pathways)
were evaluated to inform rational
combination strategies and

translational feasibility.
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