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Abstract.

Hepatocellular carcinoma (HCC) is the fifth most common cancer in the world. More than
75% of HCC cases occur in the Far East and Southeast Asia. The risk factors associated with
the development of HCC include chronic infection with either hepatitis B virus (HBV) or hepa-
titis C virus (HCV), the presence of cirrhosis, carcinogen exposure especially aflatoxin, ciga-
rette smoking, alcohol abuse, obesity, and male gender. Among these risk factors, chronic hepa-
titis viral infections, particularly those with cirrhosis, show the strongest association with the
development of HCC. Recently, several HBV viral factors including HBV genotype, viral load,
HBV genome mutations have been reported to be associated with development of HCC. In
summary, genotype C, high baseline serum HBV DNA level, basal core promoter T1762/A1764
mutation and pre-S deletion mutation are significantly associated with the development of HCC.
HCV is the next most common cause of HCC in Taiwan. The odd ratio was estimated as 35. In
patients with chronic hepatitis C, there is an increased risk of HCC with yearly incidence be-
tween 1-4%. The most effective tool to prevent the occurrence of HCC are avoiding HBV and
HCYV infection and control of contaminated crops (primary prevention), and by the use of effec-
tive antiviral agents to halt the progression from chronic hepatitis to cirrhosis and eventually
HCC (secondary prevention). Universal hepatitis B vaccination program in Taiwan has reduced
HBV carrier rate as well as HCC incidence in children. According to evidence from
meta-analysis, current antiviral therapy can reduce overall risk of HCC development in patients
with chronic hepatitis B or C. Although immunization has been successful against HBV, a
changing disease burden of HCC has been observed in both developing and developed coun-
tries because of the increasing prevalence of HCV infection worldwide. Thus, future efforts to
prevent HCV infection as well as the development of more effective treatment for chronic viral
hepatitis are urgently needed to achieve the goal of global HCC control.
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