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Abstract

AIM: To investigate the reactivation of hepatitis
B virus (HBV) and the effect of antiviral treat-
ment in cancer patients receiving chemotherapy.

METHODS: Clinical data for 2 253 cancer patients
undergoing chemotherapy were reviewed. Of
125 patients who were positive for HBV surface
antigen, 37 received antiviral treatment (therapy
group) and 88 did not (control group). These
patients were followed for at least 6 mo after
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the completion of treatment. During the course
of chemotherapy, liver function tests, viral load
(HBV-DNA), and HBV reactivation rate were de-
termined on days 1 and 10 of each cycle.

RESULTS: A total of 879 (39.0%) cancer patients
were screened for HBV status. In 125 patients
who were positive for HBV surface antigen, 47
(37.6%) developed hepatitis during chemothera-
py. Of these 47 patients, 7 (18.9%) were included
in the antiviral treatment group and 40 (45.5%)
in the control group (P = 0.008). Two patients in
the antiviral treatment group developed severe
hepatitis [2 (5.4%) vs 19 (21.6%), P = 0.035]. In
the antiviral treatment group, there was signifi-
cantly less patients developing HBV reactivation
[1(2.7%) vs 16 (18.2%), P = 0.022] or discontinu-
ing chemotherapy (8.1% vs 33.0%, P = 0.003).

CONCLUSION: Prophylactic antiviral treatment
significantly reduces the incidence of HBV reac-
tivation in cancer patients undergoing chemo-
therapy.

© 2013 Baishideng. All rights reserved.
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