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[Abstract] Alzheimer's disease (AD) is a common neurodegenerative disease in the elderly. Increasing evidence shows that
peripheral immune cells are involved in the occurrence and development of AD. Both gut microbiota dysbiosis and abnormalities of
peripheral immune cells occur in the early stage of AD. The gut microbiota can influence the central nervous system through
mechanisms such as the gut-brain axis and the regulatory effects on peripheral immune cells. AD treatment methods targeting the gut
microbiota and immune cells have been receiving increasing attention. This review summarizes the regulatory effects and mechanisms
of the gut microbiota on peripheral immune cells, as well as the research progress on the gut microbiota's roles in the occurrence and
development of AD, aiming to provide new ideas for relevant research on the prevention, diagnosis, and treatment of AD.
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Fig.1 A diagram of the correlation of peripheral immune cells and the gut-brain axis
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Tab.l Alteration of the immune cells in Alzheimer's disease (AD) patients and animals
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Tab.2 Alteration of the immune cells induced by common intestinal microorganism
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Tab.3 Targeting peripheral immune cells for Alzheimer's disease (AD)
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