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[ Abstract]

difficult to change the course of disease, and 2/3 of patients have lost response to biological therapies. It is urgent to de-

The population with inflammatory bowel disease is growing rapidly in China. Traditional treatments are

velop new therapies to achieve mucosal healing. Crypt intestinal stem cells can differentiate into intestinal epithelial
cells, and cooperate with intestinal epithelial cells to repair intestinal mucosa and maintain intestinal homeostasis. The
immune function of patients with inflammatory bowel disease is disordered, which destroys the self-renewal of intestinal
stem cell pool and prevents the repair and regeneration of mucosa, resulting in the damage of mucosal barrier. In recent
years, with the application of organoid co-culture technology and single-cell sequencing technology, the regulatory rela-
tionship between immune cells and stem cells has become more and more clear. Stem cell transplantation is expected to
rebuild the mucosal barrier and achieve mucosal healing. At present, a number of clinical studies on stem cells have
been carried out and some clinical breakthroughs have been made. This article reviewed the regulatory relationship be-
tween immune cells and intestinal stem cells and the advances in clinical research of stem cells.
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Fig 1 Intestinal crypt structure and ISC differentiation
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