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[Abstract] Inflammatory bowel disease (IBD) is a kind of immune disease. Although immune cells and related immunological
reactions play a crucial role in the pathogenesis, non-immune cells of IBD, including intestinal epithelial cells, stromal cells, and
endothelial cells are also involved in this process. Recent studies have shown that gut non-immune cells play an important role in the
maintenance of intestinal epithelial homeostasis, matrix remodeling, immune response and inflammation. The composition, gene
expression characteristics and cell functions of gut non-immune cells, as well as their role in the occurrence and progression of IBD,
have been paid much attention in the field of gut research. In particular, recently, single-cell RNA sequencing (scRNA-seq)
technology has initially clarified the gene expression characteristics and cell functions of different subgroups of intestinal cells, and the
correlation between these changes and the occurrence and progression of IBD. Therefore, this review summarizes the progress of
intestinal non-immune cells in IBD.
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