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Research progress on the relationship between fungal infection and multiple sclerosis
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[Abstract] Multiple sclerosis (MS) is a demyelinating disease of the central nervous system associated with autoimmunity. Its
main pathological characteristics involve glial hyperplasia, demyelination and axonal damage accompanied by inflammatory
infiltration of the central nervous system. Currently, it is believed that MS is related to multiple factors such as genetic susceptibility,
environment, infection, lifestyle, and immunity. However, its exact etiology remains unclear. In recent years, studies have shown that
both MS patients and experimental autoimmune encephalomyelitis animal models are closely associated with fungal infection. This
review summarizes the research progress on the correlation between fungal infection and MS, and the role of fungi in the pathogenesis
of M, aiming to provide new insights for exploring the pathogenesis, clinical diagnosis and treatment of MS.
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