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Abstract: Ellagitannins are a kind of bioactive components of traditional Chinese medicine, and urolithins are their
metabolites and effective components in vivo with anti—inflammation, anti—oxidative stress, anti—apoptotic and other
biological activities. Urolithins can pass through the blood—brain barrier and exert neuroprotective activity, and are
potent in the intervention of neurodegenerative diseases as small molecules. Neurodegenerative diseases are
irreversible diseases triggered by the progressive loss of the structure or function of neurons. In the recent years, the
incidence is increasing and seriously threatens the health and quality of life of patients, but effective drugs are still
scarce. This review summarizes the research progress of the neuroprotective mechanism of urolithins in the
pathogenesis of common neurodegenerative diseases such as Alzheimer’ s disease and Parkinson’ s disease, and
provides reference for further research and application of urolithins.
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Figure 1  Chemical structures of urolithin
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