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[ Abstract] Urolithin A is a substance produced by natural medicine ellagitannins after
multi-stage metabolism of intestinal flora in vivo. Studies have shown that urolithin A has good
anti-cancer activity. In this paper, the anticancer activities of urolithin A against bladder cancer,
liver cancer, breast cancer, leukemia, prostate cancer, colorectal cancer and other cancers were

reviewed to provide a reference for clinical research of urolithin A as a potential anti-tumor

drug.
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Figure 1. Metabolic pathway and chemical structure of UA
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Table 1. The effect and mechanism of urolithin A on cancer
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