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[ Abstract] Neurodegenerative diseases are a group of slow—onset diseases that affect central nervous tissue and
are characterized by specific neuronal degeneration, apoptosis, and necrosis. They include Parkinson's disease,
Alzheimer's disease, Huntington's disease, amyotrophic lateral sclerosis, multiple sclerosis, etc. Although their
pathogenesis remains unclear, excitatory toxicity, inflammation, oxidative stress, apoptosis and other factors are
closely related to the occurrence of these diseases. Previous studies have determined that scutellarin is a kind of
flavonoids in traditional Chinese medicine erigeron breriscapus, which can dilate microvessels, increase arterial
blood flow, reduce peripheral vascular resistance, alleviate excitatory neurotoxicity, promote neurogenesis, in—
hibit microglial cell activation and improve the central nervous system damage. This paper reviewed the therapeutic
effects of scutellarin on neurodegenerative diseases in order to promote the development and utilization of scutellarin.
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