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Application of Caenorhabditis elegans in Parkinson’s disease research”
YANG Yujie LI Di"
(Department of Pharmacy sthe Second Affiliated Hospital of Chongqing
Medical University ,Chongqing 400010,China)

[Abstract] Parkinson's disease(PD) is a neurodegenerative disease commonly in the elderly, which is

mainly characterized by resting tremor,bradykinesia,and muscle tonus. Caenorhabditis elegans has its unique

advantages in the study of neurological diseases and is a widely used model organism. The paper briefly sum-

marized the characteristics of the Caenorhabditis elegans model and focuses on the application of Caenorhabdi-

tis elegans in the study of PD, which provided reference and options for the study of PD mechanism and the

development of new drugs.
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