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Abstract: The gut microbiota plays an important role in the interaction between the gut and the brain, affecting not only
the intestinal epithelial barrier and the neuroimmune system,but also the microbiota-gut-brain axis to maintain brain homeo-
stasis. Parkinson’s disease(PD) is a common neurodegenerative disease, mainly affecting the motor system, and can also
lead to prodromal non-motor symptoms such as gastrointestinal disorders. Its pathological marker, a-synuclein, may spread
from the gut to the brain in a prion-like manner,indicating that the gut is involved in the pathological process of PD. The gut

microbiota of patients with PD shows significant changes,indicating that gut microbiota imbalance may affect the progress of

PD,but the mechanism remains to be explored. At present, fecal microbial transplantation based on gut microbiota has
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become a research hotspot, which may provide a new idea for the treatment of PD.
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