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Analysis of etiology of 580 patients with liver cirrhosis

YANG Zhi-guo, CHEN Xiao-hui, SHEN Min, WANG Mao-rong (Liver Disease Center of PLA, The 81st
Hospital of PLA, Nanjing 210002, China)

Abstract: Objective To investigate the etiology of patients with liver cirrhosis in hospital. Methods
The etiology of patients with liver cirrhosis was conducted according to infectious disease of the liver,
autoimmune liver disease, alcoholic liver disease, inherited metabolic liver disease, drug and environmental
factors of liver damage, nonalcoholic fatty liver disease, liver disease of unknown cause, using descriptive
statistical analysis. Results All of 580 patients with liver cirrhosis in hospital were analysed, etiology analysis
showed infectious disease of the liver (including HBV, HCV) were the most common, 64.8% patients were
with the simple HBV infection, 5.3% patients were with the simple HCV infection and 10.3% patients were
with the simple HBV and (or) HCV infection and other etiology. The composition ratio of the simple HBV
infection appears declining trends. The 6.7% patients were with the alcoholic liver disease, 6.2% patients were
with the autoimmune liver disease. Conclusions The quantity of patients with liver cirrhosis will be reduced
through paying more attention to non viral liver diseases.
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