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[Abstract] With the intensification of global population aging, the social medical and economic burdens

caused by neurodegenerative diseases are steadily increasing. Artemisinin and its derivatives have shown potential

in the treatment of neurodegenerative diseases due to their anti—inflammatory, antioxidant, anti—-tumor,

immunomodulatory, and neuroprotective effects. This paper summarizes the potential applications of artemisinin

and its derivatives in Alzheimer’s disease, Parkinson’s disease, amyotrophic lateral sclerosis, and Huntington’s

disease. It explores their neuroprotective effects through multiple mechanisms, such as regulating amyloid protein

metabolism, anti —oxidative stress, anti —inflammation, and repairing neuronal damage. It also analyzes the

challenges that their clinical applications still face, including low bioavailability and rapid metabolism. It is

proposed that in the future, further research is needed on long—term safety and efficacy, and the development
of new dosage forms and derivatives should be carried out to realize their potential.
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