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Effects of Anti—aging Proteins on Microglia in Neurodegenerative Diseases
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Abstract:With the increase in human lifespan, the incidence of neurodegenerative diseases has gradually increased, which
shows that aging is the most important risk factor for neurodegenerative diseases. Therefore, more and more attention
has been paid to the mechanism of anti—aging proteins and neurodegenerative diseases. Microglia, the resident—specific
macrophages in the brain, play an important role in the development of neurodegenerative diseases, and studies have found
that anti—aging proteins are also involved in the regulation of microglia. we attempt to summarize the research progress of
microglia regulation by related anti—aging proteins in neurodegenerative diseases, which can provide more new methods for
the treatment of various neurodegenerative diseases.
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