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[ Abstract] Cardiopulmonary resuscitation ( CPR) after cardiac arrest has been widely used, but its survival rate is still not high.
Intestinal mucosal barrier injury is one of the important causes of patient death after CPR. After CPR , the intestine is extremely sensitive to
ischemia and hypoxia, which may cause ischemia reperfusion injury, leading to bacterial translocation, inflammatory response and intestinal
flora disorder, which in turn causes impaired intestinal mucosal membrane barrier function and eventually develops into multiple organ
dysfunction syndrome, but the mechanism of impairment is not fully understood. Therefore, the mechanism of impaired intestinal mucosal
barrier function after CPR should be clarified to improve the prognosis and regression of patients after CPR. The mechanism of impaired

intestinal mucosal barrier function after CPR should be explored more deeply in the future to provide a theoretical basis for subsequent

treatment.
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