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Risk factors of hepatocellular carcinoma in patients with hepatitis B virus—related liver cirrhosis
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Abstract Objective: To investigate the risk factors of hepatocellular carcinoma (HCC) in patients with hepatitis B virus (HBV)-related
liver cirrhosis. Methods: A total of 317 patients with chronic hepatitis B were selected and divided into two groups: cirrhosis group with 183
patients and HCC group with 134 group. A case control study was conducted and the two groups were compared in terms of gender, age,
smoking and drinking habits, accompanied disease and laboratory test results to explore the risk factors of HCC in patients with HBV —
related liver cirrhosis. Results: The mean age, the proportions of men, drinking habits, HBV DNA positive and diabetes mellitus (DM) in
HCC group were significantly higher than cirrhosis group, P<0.05. Logistic regression showed that sex, age, HBV DNA positive and DM were
independent risk factors for HCC in patients with HBV—related liver cirrhosis(OR=0.326, OR=1.055, OR=2.988, OR=2.031, respectively, all
P<0.05). Conclusion: Male, older age, HBV DNA positive and DM are independent risk factors for HCC in patients with HBV-related liver
cirrhosis.
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Tab1 Comparison of general characteristics and laboratory test results between the two groups
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