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Abstract: Severe acute pancreatitis is a common acute severe disease of the digestive system in clinical practice, with the

characteristics of acute onset, rapid development and high mortality, there is no specific therapy at present, and the multi-organ

failure caused by systemic inflammatory response syndrome is the main cause of death of SAP patients, and the liver, as an

organ closely related to the pancreas, is also one of the main damaged organs of SAP, and the degree of damage can reflect the

prognosis of SAP patients. Liver damage leads to a decrease in the body’s ability to process inflammatory factors and toxins,

further aggravating the patient’s condition. The mechanism of SAP liver injury has not been fully elucidated, and this review

will systematically elaborate the possible mechanism of SAP liver injury and provide scientific diagnosis and treatment ideas

for SAP complicated with multi-organ injury.
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