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ABSTRACT: In recent years, more and more people pay attention to the changes of intestinal function after cardiopulmonary bypass
and the related inflammatory mediators of intestinal damage. When the intestinal barrier function dysfunction, it will lead to the
displacement of intestinal flora and toxin, the release of a large number of pro-inflammatory factors, resulting in systemic inflammatory
response, and then cause brain, lung, liver, kidney and other organs dysfunction. Enteric glial cells (EGCs), an important component of
the enteric nervous system, have the function of maintaining the intestinal barrier function and regulating the activities of enteric nervous
system. Basic research has confirmed that enteric glial cells can be used as the corresponding target to protect intestinal barrier function,
and reduce the inflammatory response induced by intestinal barrier damage by activating a7nAchR of EGCs. The research advances in
the correlation of the mechanism of intestinal barrier dysfunction induced by cardiopulmonary bypass and the characteristics of enteric
glial cells in recent years is reviewed in this article with the purpose of providing a theoretical basis for the prevention and treatment of
intestinal injury.
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