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The roles of astrocytes in Alzheimer’s disease
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[ Abstract] Astrocytes, as the most abundant glial cells in the central nervous system ( CNS), are
essential for maintaining the homeostasis of CNS, with the functions of nutritional supporting,
and participating in synaptic pruning. In the

regulating cerebral blood flow, secreting neuroglia,

process of Alzheimer’s disease( AD) , astrocytes decline their physiological functions, and promote the
deposition of A3, tau phosphorylation, inflammatory reactions, and eventually synaptic reduction and
neuronal death. This article reviews the research advances on the roles of astrocytes in Alzheimer’s
disease.
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Fig. 1 The function of astrocytes in Alzheimer’s disease
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