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Research progress on the mechanism of dietary polyphenols

in improving inflammatory bowel disease
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Abstract: This article summarizes the mechanism by which
dietary polyphenols improve inflammatory bowel disease by regu-
lating oxidative stress, protecting the intestinal mucosal barrier,
regulating intestinal flora and metabolites, highlights the regula-
tory effect of dietary polyphenols on inflammatory bowel disease
inflammatory signaling pathways, and prospects to the research
direction of dietary polyphenols in the nutritional intervention
field of inflammatory bowel disease and other diseases.
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