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[Abstract] Alzheimer’s Disease (AD) is a neurodegenerative disorder of the central nervous system, primarily characterized by progres-
sive cognitive decline and behavioral disturbances/disorders. The pathogenesis of AD remains complex and incompletely elucidated. The
traditional view mainly regards neurons as the key players in the pathological process of AD. However, in recent years, increasing evidence
has shown that the pathological mechanism of AD can not be explained by a single neuronal lesion, but is more likely to be the result of the
synergistic effect of multiple nerve cell types.This review will focus on the interaction between microglia, astrocytes, oligodendrocytes and
neurons in AD, and provide more comprehensive clues and perspectives for revealing the pathogenesis of AD by in-depth analysis of the
regulatory network between neurons and glial cells.
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