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[ Abstract ]

increasing year by year. However, the specific molecular mechanism of its occurrence has not yet been fully understood. At

With the acceleration of the aging process of society, the incidence rate of Parkinson’s disease (PD) is

present, symptomatic treatment is still the main treatment method in clinical practice, which cannot prevent the disease from
progressing. Traditional Chinese medicine has shown unique advantages in treating PD, and exploring its treatment mechanism
has become a research hotspot. This article mainly reviews the molecular mechanisms related to PD [including o —synuclein
(o —syn) aggregation, neuroinflammation, oxidative stress, mitochondrial dysfunction, iron death, and gut microbiota imbalance] ,
and analyzes the effectiveness of traditional Chinese medicine in treating PD from the perspective of molecular mechanisms
related to PD, in order to provide new directions and theoretical support for the treatment of PD.
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