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Effects of adefovir dipivoxil on the forecast indexes of HBV-related hepatocellular carcinoma
ZHOU Fang', XIN Qing-feng’, HUANG Fu-chun’ (1.Department of Emergency Internal, The Third Hospital
of Luohe Medical college, Luohe 462000, Henan Province, China; 2.Department of Gastroenterology, The
Third Hospital of Luohe Medical college, Luohe 462000, Henan Province, China)
Abstract: Objective To observe the effects of adefovir dipivoxil on the forecast indexes of HBV-
related hepatocellular carcinoma. Methods Total of 58 CHB patients were treated with adefovir dipivoxil
(Hepsera®, 10 mg, qd, oral empty). The serum ALT, albumin, total serum bilirubin, HBV DNA and AFP were
detected. Results After treatment with adefovir dipivoxil for 96 weeks, the detection value of total serum
bilirubin, ALT, HBV DNA and a-fetoprotein (AFP) decreased significantly (P = 0.000). The HCC predicting
scores dropped from (19.46 + 1.48) to (6.07+1.05), the difference was significant (¢ = 56.20, P = 0.000).
Conclusions The present study demonstrated that long-term treatment with adefovir dipivoxil for CHB leads
to a sustained virological and biochemical effect. The HCC predicting scores of CHB patients dropped after
treatment with adefovir dipivoxil.

Key words: Adefovir dipivoxil; Chronic hepactitis B; Hepatocellular carcinoma; Risk forecast indexes
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