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Clinical significance of entecavir in preventing liver damage caused by pulmonary
tuberculosis combined with HBV carriage status

Wei Anna, Pang Huimin
Department of Tuberculosis, Guangzhou Chest Hospital, Guangzhou 510095, China

[ Abstract ] Objective To explore the clinical significance of entecavir in preventing liver damage caused by pulmonary
tuberculosis combined with HBV carriage status. Methods 221 patients with positive HBsAg and positive quantitative HBV-DNA
in newly diagnosed pulmonary tuberculosis admitted to Guangzhou chest hospital from January 2017 to December 2019 were selected.
Among them, 108 patients in the observation group took entecavir orally on the basis of anti tuberculosis treatment; 113 patients in the
control group were treated with antituberculosis alone. The number of liver injury, number of HBV-DNA decline and the incidence
of HBV reactivation were compared between the two groups. Results The number of liver injury in the observation group was
lower than that in the control group ( P<<0.05 ) ; The proportion of moderate and severe liver damage was lower than the observation
group ( P<<0.05 ) ; There were no significantly difference of the proportion of mild liver damage between the two groups ( P>0.05 ) ;
The number of HBV-DNA decline in the observation group was lower than that in the control group ( P<<0.05); The proportion
of HBV reactivation in the observation group was lower than that in the control group ( P<<0.05). Conclusion While giving
antituberculosis treatment in tuberculosis patients with HBV carrier status, the prophylactic application of entecavir can reduce the
degree of liver function damage and reduce the incidence of HBV reactivation.

[ Key words ] entecavir; pulmonary tuberculosis; HBV; clinical significance
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