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Abstract: Gut microbiota co-evolve with host symbiotic relationships. Short-chain fatty acids (SCFAs) maintain
intestinal homeostasis by protecting the integrity of the intestinal epithelial barrier, and regulate the function of
innate immune cells involved in the immune system. As a class of important metabolites produced by the
fermentation of dietary fiber in the gut microbiota, SCFAs regulate the function and differentiation of intestinal
immune cells by inhibiting histone deacetylases or activating G-protein-coupled receptors, playing a vital role in
disease. This article reviews the production of SCFAs, transport and signal transduction, and the effects of SCFAs
on immune cells, immune barriers and intestinal diseases, and focuses on the effects of SCFAs on immune cells.
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