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[ Abstract] Objective To evaluate the treatment outcomes of entecavir reducing liver damage
of pulmonary tuberculosis patients with hepatitis B after administration of anti-tuberculosis medications.
Methods All pulmonary TB patients were randomly divided into three groups. The group received 0.5 mg
entecavir before anti-TB treatment (group A). The group received 0.5 mg entecavir together with anti-TB
treatment (group B). The group received simple anti-TB treatment (group C), the liver damage of patients in
the three groups after treatment were observed. Results The group A had 3 cases who had liver damage, the
incidence rate was 10.7% (3/28). The group B had 6 cases, the incidence rate was 18.2% (6/33). The group
C had 18 cases, the incidence rate was 51.4% (18/35). The difference of the three groups was statistically
significant (y°= 15.215, P < 0.01). In Comparison between two groups, the incidence rate of liver damage
of the first two groups (the group A and the group B) was significantly lower than that of the group C (y*=
11.604, P < 0.01; »°=8.221, P < 0.01), but the group A and the group B had no statistical difference (y*
=0.000, P > 0.05) in the incidence rate of liver damage. The patients of the group C had a high incidence
rate of clinical symptoms and liver damage and needed a long time to recover liver function, even some
patients can not complete the anti-TB treatment. Conclusions Entecavir therapy can improve TB treatment
success among pulmonary tuberculosis patients with hepatitis B. Therefore we recommend that the pulmonary
tuberculosis patients with hepatitis B use entecavir for prophylaxis before receiving anti-TB therapy.
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