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Research progress on hepatitis B virus related acute-on-chronic liver failure with infections
Guo Jin, Gong Zuojiong, Shi Chunxia (Department of Infectious Diseases, Renmin Hospital
of Wuhan University, Wuhan 430060, China)

Abstract: Hepatitis B virus (HBV) infection is often chronic, which is related to end-stage liver diseases
including liver cirrhosis, liver failure, hepatocellular carcinoma and so on. As an important clinical
syndrome, acute-on-chronic liver failure (ACLF) leads to poor prognosis and sharp increases in short-
term mortality of patients with chronic HBV infection. Many studies have proved that HBV-related liver
diseases are associated with immune disorders, which makes patients vulnerable to various pathogens.
Meanwhile, infections can aggravate liver failure and make the prognosis even worse. This article aimed to

explore the mechanism, risk factors and possible treatment of HBV-related ACLF with infection.
Key words: Hepatitis B virus; Liver failure, acute-on-chronic; Bacterial infection; Risk factors
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