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[Abstract]

son's disease. At present, the exact etiology is not clear, but it is generally believed to be related to oxidative stress, hered-

henotypic heterogeneity exists in most neuropsychiatric diseases, such as schizophrenia and Parkin-

ity, and other mechanisms. As a gene encoding an important subunit of NADPH enzyme mediating the production of re-
active oxygen species, CYBA gene may play a key role in the occurrence and development of the above diseases and af-

fect the severity of clinical symptoms. Therefore, it can be used as a potential target for clinical diagnosis and treatment.

This paper reviews the research progress on the relationship between CYBA gene and neuropsychiatric diseases.
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