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Abstract: Objective To evaluate the correlation between hepatocellular carcinoma incidence and HBeAg(—)/(+) in chronic
hepatitis B patients with long-term nucleoside analogue therapy. Methods A retrospective study included 751 chronic hepatitis B
patients with long-term nucleoside analogue therapy from September 2006 to October 2012 in this hospital. HBeAg(—) and HBeAg
(+) were selected to evaluate the incidence of hepatocellular carcinoma. All subjects underwent anti-viral therapy with no less than
five years. Results The total incidence of hepatocellular carcinoma was 5. 19% ,and the incidence in HBeAg(+) chronic hepatitis B
patients (without liver cirrhosis) was 1. 91% ,while the incidence in HBeAg(—) patients was 5. 31% ,and the incidence of hepato-
cellular carcinoma was much higher in patients(without liver cirrhosis) of HBeAg(—). Conclusion Long-term therapy with nucle-
osides can reduce but not eliminate the hepatocellular carcinoma risk in patients with chronic hepatitis B, especially those with

HBeAg(—). HBeAg negativity is a significant risk factor for the development of hepatocellular carcinoma in chronic hepatitis B pa-

tients (without liver cirrhosis).
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