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Research advances in the application of

animal models of Parkinson'’s disease”
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Abstract  Parkinson’ s disease ( PD ) is one of the most common neurodegenerative diseases. The
degradation of dopaminergic neurons in the substantia nigra par compacta (SNpc) and the loss of dopamine
in the striatum area are the typical pathological changes. Currently, the main treatment for PD is
symptomatic treatment, which necessitates a thorough understanding of its pathogenesis and the creation of
novel therapeutic approaches. Various animal models of PD have been developed and used, and the use of
animal models of PD is important for the study of its specific mechanisms of action and therapeutic
approaches. Based on this, this paper will offer a systematic review of experimental animal species,
neurotoxin-like models, genetic engineering models, and other models of Parkinson’s disease, with the

goal of summarizing the traits of various PD models and offering references for upcoming research using
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animal models of the disease.

Keywords: Parkinson’s disease; animal model; neurotoxin; genetic engineering
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