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ABSTRACT: Alzheimer's disease belongs to neurodegenerative diseases, which has brought a heavy burden to society and family,
and currently there is not effect medicine, so it has become a serious social and economic problem. It was shown A as a key pathogenic
entity in neuronal dysfunction and neuropathologic changes of Alzheimer's disease. Several mechanisms could potentially target AR to
cellular element. In this regard, cell surface-binding sites are logical to consider for multiple reasons: for one thing, their capacity to
concentrate AP at the plasma membrane, where it could directly damage membranes; for another thing, the possibility that they could
function as receptors which engage in intracellular signaling mechanisms; and finally their ability to trigger endocytosis, potentially
concentrating toxic species in the endolysosomal pathway where disruption of lysosomal integrity could induce severe cellular damage.
We have focused our attention on Receptor for advanced glycation endproducts, a multiligand receptor in the immunoglobulin
superfamily, binds a broad repertoire of ligands, including AB . In the CNS, it can be expressed on neurons, microglia, and endothelial
cells. It was shown that the interaction of AR with receptor for advanced glycation endproducts can contribute to activate various cell
signaling pathways in the pathogenesis of Alzheimer's disease. The review focuses on our current knowledge of receptor for advanced
glycation endproducts pathways and new treatment strategies based on Alzheimer's disease.
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