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Research advances in diagnosis and prognosis of acute-on-chronic
liver failure complicating infection”
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(Department of Infection,First Affiliated Hospital of Chongqing
Medical University ,Chongqing 400016 ,China)

[Abstract] Acute-on-chronic liver failure (ACLF) is a syndrome of multiple organ failure and short-
term high mortality caused by massive hepatocyte necrosis due to various reasons on the basis of chronic liver
disease. Due to the strong systemic inflammatory response and oxidative stress in ACLF, the immune function
is further compromised after complicating infection, making early diagnosis of infection difficult. In recent
years,with the in-depth study of ACLF and the development of laboratory technology,the ability to diagnose

ACLF complicating infection has been greatly improved. This paper reviews the research progress in the latest

laboratory diagnostic methods and prognosis in the aspect of ACLF complicating infection.
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