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Abstract

Objective: To explore the diagnostic value of intestinal barrier indicators, including diamine oxi-
dase, D -lactate, and bacterial endotoxin, in hepatic encephalopathy. Methods: A retrospective,
monocentric study was conducted in the patients with cirrhosis and hepatic encephalopathy undergoing
intestinal barrier testing between January 2023 and December 2024. The risk factors of hepatic en-
cephalopathy were screened from diamine oxidase, D-lactate, bacterial endotoxin, blood ammonia,
Child - Pugh grade, etc., and the diagnostic model of hepatic encephalopathy was constructed ac-
cordingly. Results: In total, 230 patients were included. The patients were predominantly male
(61.7%), with an average age of 60.17 years. The main etiology of cirrhosis was hepatitis B
(43.9%). The patients were divided into the training set and the test set according to the ratio of 8: 2,
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and the AUC of the training set was 0. 94 and the AUC of the test set was 0. 883, indicating that the

model had good generalization ability. Conclusion: Bacterial endotoxin constitutes a significant risk

factor for hepatic encephalopathy. The diagnostic model constructed based on the indices including

bacterial endotoxin may have good diagnostic value for hepatic encephalopathy. Further external data

are needed for verification.
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