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Abstract: Vitamin A plays important roles on maintaining epithelial barrier integrity, regulating mucosal immune
function against several infections. Retinoic acid synthesizing enzymes (RALDH) is expressed in the gut-associated
dendritic cells to produce RA. RA can up-regulate expression levels of integrin a4B7. CCR9 of T and B
lymphocytes, which enhance the T and B lymphocytes preferentially homing to the small intestine and induce
secretion of immunoglobulin-A (IgA). RA also promotes the differentiation of native CD4'T cells into Foxp3"
inducible regulatory T cells (Treg), and represses the proliferation of Th17 cells. Increasing evidences have
demonstrated that vitamin A deficiency may decrease intestinal epithelial barrier function and down-regulate
intestinal local mucosal immune responses, resulting in increased susceptibility of intestinal infection and risk of
diarrhea. The current paper reviewed the regulatory effects of vitamin A on the intestinal barrier function.
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