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Abstract: Hepatitis B virus-associated acute-on-chronic liver failure (HBV-ACLF) is a clinical
syndrome of acute liver dysfunction in the short term on the basis of chronic liver disease caused
by chronic hepatitis B virus infection. HBV-ACLF is characterized by rapid progression, poor
therapeutic effect and high mortality. Inflammation and immune response are important causes of
the occurrence, development and multiple organ and tissue damage of HBV-ACLF. This article
reviewed the application of inflammatory factors such as high-sensitivity C-reactive protein,
procalcitonin, interleukins, lymphocyte subsets, chemokines and other inflammatory indicators, as
well as high-sensitivity C-reactive protein / albumin ratio, neutrophil / lymphocyte ratio, platelet / white
blood cell ratio and other multi-factor indicators on the diagnosis and prognosis of HBV-ACLEF. It
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was found that the dynamic observation of inflammation and immune-related indicators had guiding
significance for the prognosis of HBV-ACLF and the choice of treatment methods, the sensitivity
and specificity of multi-factor indicators in the prognosis of HBV-ACLF patients were better than
those of single-factor indicators. Inflammation and immune indicators had guiding significance for

the prognosis of patients with HBV-ACLF.
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