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Progress in microglia-astrocyte interactions and their mediation of
neuroinflammation in Alzheimer’s disease
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(School of Basic Medicine, Qigihar Medical University, Qigihar 161006, China)

[ Abstract] Alzheimer’ s disease ( AD) is an invasive neurodegenerative disease, the cause of which is still
unknown. Neuroinflammation is a chronic inflammatory response activated by microglia and astrocytes in the central nervous
system that is closely related to the release of many inflammatory factors and the destruction of the blood-brain barrier.
Studies have shown that neuroinflammation is the third largest pathological change in AD after B-amyloid deposition and
neurofibrillary tangles. In this paper, the information available on microglia, astrocytes and their interactions is
summarized. The roles of these cells in neuroinflammation and AD are presented and discussed to provide a theoretical and
experimental reference for the pathogenesis, prevention, and treatment of AD.
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Note. ATP, Adenosine triphosphate. C3R, Complement C3 receptor. C3, Complement C3. PD-L1, Inhibition of programmed death receptor-ligand
1. PD-1, Programmed death receptor 1. IFN-y, Interferon-y. VEGF-A, Vascular endothelial growth factor. IL-1, Interleukin-1. IL-6, Interleukin-
6. TNF-a, Tumor necrosis factor a. CXCL10, C-X-C motif chemokine 10. CCL2, Chemokine ligand 2. CCL5, Chemokine ligand 5. IL-17,
Interleukin-17. IL-17R, Interleukin-17 receptor. PAI-1, Plasminogen activator inhibitor-1. NF-kB, Nuclear factor-kB. JAK-STAT, Janus kinase cell
signal transduction and transcriptional activation factor. CN/NFAT, Calcineurin/activated T cell factor. AP, amyloid-B protein.

Figure 1 Abnormal interaction of microglia with astrocyte
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