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INTRODUCTION METHODS RESULTS
CONCLUSIONSBrain endothelial dysfunction 

is an early and pervasive 
feature of Alzheimer Disease 
(AD) and is closely linked to 
abnormal protein aggregation, 
neuroinflammation, and 
synaptic injury.

E-selectin (SELE) is an 
inducible endothelial adhesion 
molecule which mediates 
endothelial-immune 
interactions. Emerging 
evidence indicates that 
carbonyl stress and non-
enzymatic glycation amplify 
endothelial activation, 
including SELE expression in 
AD. 

We here aim to evaluate 
SELE as a candidate 
therapeutic target in AD.

We performed a targeted review 
of endothelial activation 
pathways relevant to AD. 
Druggable nodes influencing 
SELE expression, ligand 
binding, and downstream 
signaling were curated from 
preclinical and clinical literature. 

Agents were prioritized based on 
endothelial specificity, relevance 
to glycation- and inflammation-
linked activation states, ability to 
modulate leukocyte-endothelial 
interactions or microvascular 
function and established human 
safety or clinical trial experience. 

Finally, mechanistic overlap and 
complementarity with other 
endothelial targets implicated in 
AD (e.g., junctional and 
glycocalyx-associated pathways) 
were evaluated to inform rational 
combination strategies and 
translational feasibility.
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