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Advances study of deoxycholic acid as one target involved into multiple diseases
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Abstract: Deoxycholic acid, a secondary bile acid produced mainly by microbial action in the cecum and proximal colon, which has
certain antimicrobial properties and toxicity. As a tumor stimulating factor, deoxycholic acid can induce apoptosis and promote
cancer cell proliferation, which was involved into the development of many diseases such as gastric diseases, intestinal diseases and
esophageal diseases. Therefore, its review as a potential target in the pathogenesis of various diseases will provide ideas for the
pathogenesis of diseases and drug research.
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Fig.1 Schematic diagram of regulatory mechanism of deoxycholic acid in variety of diseases
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