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Effects of metabolites from gut microbiota on immune cells
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Abstract: Human gut is colonized by a huge number of commensal bacteria and is the site of nutrient absorption. The gut
microbiota plays an important role in the development and maturation of the intestinal immune system. However, interactions
between microbiota and intestinal immunity are very complex, and the crosstalk may depend on the production of multiple
biologically active small molecule metabolites. Here, the article reviews the metabolites derived from gut microbiota and their
effects on immune cells to provide new ideas for the molecular mechanism clarification of gut microbiota or metabolites in
regulating host health.
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