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Research progress on pharmacological effects of luteolin in prevention and
treatment of Parkinson's disease
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Abstract: Parkinson's disease is the second largest neurodegenerative disease affecting the elderly worldwide, with a complex
pathogenesis and currently lacking a cure. Luteolin can prevent and treat Parkinson's disease by reducing inflammation, alleviating
oxidative stress, reducing neurotoxicity of mutant proteins, alleviating neuronal apoptosis, and protecting dopaminergic neurons
through multiple targets and pathways. This article reviews the pharmacological research progress of luteolin in prevention and
treatment of Parkinson's disease, providing reference for drug therapy of Parkinson's disease.
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