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Role of astrocytes in Alzheimer's disease

and the underlying molecular mechanisms
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Abstract: Alzheimer's disease (AD) is the most common neurodegenerative disease resulting from multiple factors.
With the ageing of our society, the incidence of AD is rising. As a result, severe physical pain and social burden will
be brought. Astrocytes, the most abundant and widely distributed neuroglial cells in the brain, play a critical role in
providing trophic support to neurons and regulating the activities of neurons. In the AD pathogenesis, astrocytes can
participate in the metabolism of Af to affect the formation of senile plaques, secret a variety of inflammatory
cytokines and chemokines and can also affect the activity of neurons by affecting the synaptic glutamate recycle. In
recent years, more and more attention has been paid to the role of astrocytes in the pathophysiology of AD. Here,

we review the recent progress on the possible mechanisms of astrocytes in the development and progress of AD.
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