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[Abstract] Parkinson's disease (PD) is a common neurodegenerative disease characterized by degeneration of dopaminergic
neurons in the substantia nigra, abnormal aggregation of a-synuclein and neuroinflammation. Therapeutic methods including drug
intervention have limited efficacy. In recent years, the role of gut microbiota-brain axis in the pathogenesis of PD has received
extensive attention. Butyrate acid, as a short-chain fatty acid produced by intestinal microbiota, has been demonstrated to exert certain
role in PD prevention and treatment. This review discusses the molecular mechanism of butyrate acid in PD, its potential therapeutic
effect and its clinical application in the treatment of PD patients from the perspective of regulating neuroinflammation, mitigating
mitochondrial dysfunction, regulating oxidative stress, maintaining intestinal epithelial integrity and blood-brain barrier permeability,
in order to provide reference for the research on prevention and treatment of PD.
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