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Analysis of 240 cases with hepatitis B virus-related acute-on-chronic liver failure of patients with risk factors
Alimujiang', ZHANG Jing-ying', LIU Xiang® (I.Department of Infections Diseases, People’s Hospital of
Xinjiang Uygur Autonomous Region, Urumchi 830001, China; 2.The Affiliated Xinjiang Hospital of Anhui
Medical University, Urumchi 830001, China)

Abstract: Objective To analyze the causes of death in patients with hepatitis B virus-related acute-on-chronic
liver failure (HBV-ACLF) and discuss independent risk factors for death associated with HBV-ACLF. Methods
Total of 240 patients with hepatitis B-ACLF were enrolled in the study. The baseline levels of predisposition,
severity of underlying liver disease, severity of hepatic damage and any complications were recorded, the MELD
score was calculated. All of the patients were followed-up for six months. The prognostic value of known risk
factors was analyzed by the multivariate Cox proportional hazard model. Results Ninety-six patients died within
the six months follow-up period, yielding a mortality rate of 40%. The baseline levels of age, AST, serum sodium,
cholesterol, TBil, ascite, hepatic encephalopathy (HE) and MELD score were all significantly lower in the patients
who ultimately died than in those who survived. Age, serum sodium, hepatic encephalopathy (HE) and MELD
score were identified as independent prognostic factors for hepatitis B-ACLF. Conclusions Age, serum sodium,
hepatic encephalopathy (HE) and MELD score are independent risk factors for death associated with HBV-ACLF.

Key words: Hepatitis B virus; Liver failure; Risk factors; Prognosis
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