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Lamivudine efficacy on the prevention and treatment of hepatitis B virus
reactivation induced by glucocorticoid in patients with HBV infection
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Qiao-ling' (1 Xiangya Hospital , Central South University, Changsha 410008, China; 2 The
First People’s Hospital of Yueyang , Yueyang 414000, China)

[Abstract] Objective To analyse hepatitis B virus(HBV) reactivation induced by glucocorticoid and the efficacy of
lamivudine on the prevention and treatment of HBV reactivation in patients with HBV infection after receiving glu-
cocorticoid therapy . Methods One hundred and twenty-six patients with HBV infection receiving glucocorticoid
treatment were divided into three groups according to serum alanine transaminase (ALT) and HBV DNA levels: 39
patients with normal serum ALT level and negative HBV DNA (group A), 60 patients with normal serum ALT lev-
el and HBV DNA level at —=10° copies/ml.(group B), and 27 patients with AL'T >two fold of normal value upper
limit and HBV DNA level 10" copies/ml. (group C). Patients with and without lamivudine treatment were fol-
lowed up by testing serum ALT and HBV DNA every three to six months for 12— 18 months. Results Forty-seven
patients in group A and B did not receive lamivudine treatment, 29 of whom (61. 70%) had obvious HBV DNA ele-
vation » 31 (65.96%) with ALT elevation ,and 10 (21.28%) with liver function decompensation during glucocorti-
coid treatment follow up; In group A and B patients receiving lamivudine treatment, there were only 4 cases
(7.69%) developed recurrence. The efficacy of lamivudine therapy in group C was only about 37. 04% (10/27),
which was significantly lower than that (92, 31%) in patients without activation of hepatitis B (¢ =27.82,P<
0. 01). Conclusion Glucocorticoid therapy can induce reactivation of HBV infection, recurrence of liver inflamma-
tion and decompensation in patients with HBV infection. Lamivudine can efficiently control HBV reactivation in-

duced by glucocorticoid in chronic hepatitis B patients. The efficacy of preventive therapy is obviously better than the
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(longitudinal axle: the percentage of HBV DNA positive or negative, ALT normal, no hepatic decompensation respective-

ly; cross axle; the time of follow up)
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Figure 1

Lamivudine prevents HBV reactivation, recurrence and hepatic decompensation
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Table 2 Prevention of lamivudine on HBV reactivation and
recurrence induced by glucocorticoid treatment
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