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Research progress on improvement of cognitive impairment by glucagon-like
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Abstract: Cognitive dysfunction is a type of neurodegenerative disease characterized by memory decline and decreased executive
function. Glucagon like peptide-1 (GLP-1) receptor agonists can improve cognitive impairment through direct neuroprotection,
inhibition of neuroinflammation and oxidative stress, improvement of insulin resistance, and regulation of the brain gut axis. Liraglutide
and exenatide have shown potential in improving cognitive impairment in preclinical and clinical studies. This article summarizes the
research progress of GLP-1 receptor agonists in improving cognitive dysfunction, providing reference for their translational application
in the prevention and treatment of cognitive dysfunction.
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