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Research progress on the role of astrocytes in the
pathogenesis of Alzheimer's disease*

Zhang Ze-zhou, Li Tao, Qiao Xin-rui, Gao Jing, Tang Yi-fan, Xu Peng-juan
(School of Integrative Medicine, Tianjin University of Traditional Chinese Medicine, Tianjin 301617, China)

Abstract: Normal astrocytes are a major type of glial cells in the central nervous system (CNS). They
participate in brain development and maturation through various mechanisms. In the adult brain, astrocytes are
crucial for maintaining the neuronal environment, and they participate in processes such as neurotransmitter cycling
in the synaptic cleft, maintenance of the blood-brain barrier (BBB), and regulation of energy homeostasis. However,
in Alzheimer's disease (AD), astrocytes undergo functional and morphological changes including the production of
amyloid beta protein (AP), inflammatory responses, and glial fibrosis, which may adversely affect neuronal and
synaptic function, thereby accelerating the progression of AD. This review focuses on the origin, physiological
functions, and morphological features of normal astrocytes, as well as their roles and effects in AD, and provides
new directions for the treatment of AD.
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