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Study on liver damage caused by anti-TB drug intermittent treatment on patients with HBV-TB
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[Abstract] Objective To study the features of liver damage caused by anti-TB medicines among
patients with TB-HBV co-infection, in order to complement and improve the implementation of DOTs
strategy in the region. Methods A historical cohort study was conducted including the process of
reviewing and analyzing files of the 781 naive TB patients hospitalized from June 2004 to October 2005.
Cases were divided into HBsAg (+) group and HBsAg (—) group. Results The overall damage rate
among the 781 investigation cases was 20.74%, including 121 cases (74.69%) in HBsAg (+) group and
41 cases (25.31%) in HBsAg (—) group. Data showed that liver damage rate and average value of ALT
and AST of HBsAg (+) group were higher than those in HBsAg (—) group. First case with liver damage
in HBsAg (+) group happened on the 7th day of the treatment, while the first liver damage case happened
in HBsAg (—) group was on the 16th day. The average onset in HBsAg (+) group was earlier than HBsAg
(=) group for 18.09 days. The average time of liver function recovery in HBsAg (+) group was 57.02
days and in HBsAg (- ) group it was 27.56 days while the appearance among HBsAg (+) group was
29.46 days later than in HBsAg (~) group. Conclusion The incidence rate of liver damage caused by
anti-TB medicines was higher among HBV positive patients than those HBV negative patients. Patients
co-infected with HBV infection appeared to be more serious, with higher incidence on liver damage and
earlier onset, as well as with the degree of damage to the liver.
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