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Management of hepatitis B

Norihiro Furusyo", Masayuki Murata” and Jun Hayashi”

Summary Hepatitis B virus (HBV) infection is a global public health problem. HBV has been classi-
fied into nine genotypes (A to J) by a complete nucleotide sequence. The prevalence of specific
genotypes varies geographically. The rationale for treatment in patients with chronic hepatitis B is in
order to reduce the risk of progressive chronic liver disease, such as cirrhosis and hepatocellular
carcinoma. Treatment strategies for chronic HBV include interferon, lamivudine, adefovir dipivoxil,
and entecavir. HBV persists in the body even after serological recovery from hepatitis B. Thus,
individuals who have been exposed to HBV are at risk for reactivation of infection, which may result
in an increase in serum aminotransferases or a flare when the immune response is suppressed.
Patients needing immunosuppressive therapy should undergo serologic testing for markers of HBV

infection. This topical review summarizes these issues related to the management of hepatitis B.
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