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Abstract

Reactivation of Hepatitis B virus is one of the most important complications of chemotherapy
for malignant diseases.

It is widely believed that HBV is completely cleared by antiviral antibodies and specific cyto-
toxic T lymphocytes during acute viral hepatitis. In HBsAg-negative patients who exhibit evi-
dence of resolved HBV infection (anti-hepatitis B core antibody (anti-HBc)-positive serology
with or without anti-HBs antibody (anti-HBs)), such patients are regarded as potential occult car-
riers. In these occult HBV carriers, HBV can be present in the hepatocytes or peripheral mono-
cytes.

Most information regarding HBV reactivation has come from the fields of hematological ma-
lignancies and rheumatoid arthritis, however, there are some reports about HBV reactivation in
the field of chemotherapy for solid tumors.

Our preventive measures against HBV reactivation during chemotherapy for malignant tumors
of the digestive organs have made significant improvements in the rate of measurement of anti-
HBs and anti-HBc in a short period of time. Until now, there have been no cases of HBV reacti-
vation during chemotherapy for malignant digestive tumors.

Hepatic disorders with HBV reactivation result in a poor prognosis, thus the establishment of
appropriate measurements to privent HBV reactivation is needed according to an economic point
of view.

Key words : HBV reactivation, cancers of the digestive organs instructional intervention



