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[ Abstract ]

to intestinal inflammation. Relevant studies have shown the existence of intestinal nerve dysfunction in intestinal inflammation.

Intestinal stem cells are regulated by the intestinal nervous system, and both of them are closely related

By summarizing the relationship among intestinal stem cells, intestinal nervous system and intestinal inflammation, this paper
discusses that intestinal nervous system injury related to intestinal inflammation may be the basis for persistent alteration of
intestinal function, while enteric neurons provide feasible targets for improving intestinal nerve dysfunction in inflammatory bowel
diseases, so as to apply various types of stem cells to the improvement of intestinal nerve dysfunction in intestinal inflammation.
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Figure 1 Correlation between ISC and intestinal inflammation
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