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While robust preclinical data exist, the “timing paradox” reveals that biomarker
changes may not always lead to clinical recovery in advanced disease stages.

meaningful clinical outcomes remains
uncertain.

This review evaluated the mechanistic, Conclusions
preclinical, and clinical evidence supporting Reference

semaglutide as a potential neuroprotective Semaglutide engages multiple metabolic, inflammatory, and neuroprotective pathways shared across
and disease-modifying therapy. neurological disorders, but robust preclinical findings have not yet translated into established clinical efficacy.

EVOKE and EVOKE+ results suggest that modifying these pathways after symptomatic Alzheimer’s disease is
Methods established may be insufficient to alter disease progression.

_ . . Contact
A narrative review was conducted by Semaglutide may therefore have greater potential as an earlier preventive intervention in metabolically at-risk
synthesizing relevant mechanistic studies, in

vitro and animal experiments, observational populations or as part of combination therapy.

cohorts, and clinical trials evaluating
semaglutide in neurological and
neurodegenerative disorders.

Future studies should determine the optimal therapeutic window, clarify central versus peripheral mechanisms,
Improve central nervous system delivery, and evaluate disease-specific dosing in adequately powered ALTHEIMER'S

randomized clinical trials. ASSOCIATION ‘AA": ZE
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