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[ Abstract] End-stage liver disease (ESLD) is the late stage of liver disease caused by various chronic
liver diseases, with abnormal liver function. Infection is one of the most common complications in the
development of ESLD, which can accelerate the deterioration of the patient’s condition and lead to increased
mortality. The pathogenesis of ESLD mainly includes immune deficiency, systemic inflammatory response,
impairment of liver synthesis function, alteration of intestinal flora and genetic mutations. Concurrent
infection with ESLD is characterized by insidious onset, difficulty in early diagnosis and increased multi-drug

resistance rate, the diagnosis and treatment of ESLD still face many challenges. This review discusses the
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pathogenesis of ESLD with infections and intend to provide new ideas for the prevention and treatment.
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