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Risk Factors of Liver Function Failure Following Lamivudine
Withdrawal in Patients with Chronic Hepatitis B
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Abstract: [Objective]  To investigate the risk factors of liver function failure following withdrawal of
lamivudine treatment in the patients with chronic hepatitis B. ~ [Methods] Seventy-one cases of flare in chronic
hepatitis B patients following lamivudine withdrawal was investigated. The course and diagnosis of the disease before
lamivudine therapy, the period of lamivudine therapy, and the reasons of lamivudine withdrawal were recorded. The
periodical biochemistry, immunological and virulogical investigation results, the rate of YMDD mutation and pre-C
mutation were also recorded. All cases were divided into liver function failure group and chronic hepatitis B group
when relapsed, and each factor in the 2 groups was compared. [Results] The patients in liver function failure group
were elder in age ( Z=3.49, P< 0.01 ). Analyzed with binary logistic regression, the age (Wald=10.13, P< 0.05) and
the diagnosis as decompensate liver cirthosis ( Wald=7.61, P< 0.05) before lamivudine therapy were both the
isolated risk factors of liver function failure following lamivudine withdrawal. The patients in liver function failure
group with abnormal total bilirubin before lamivudine therapy ( 20.0%, x*=16.50, P< 0.01 ), without followed up
after lamivudine withdrawal ( 86.7%, x*=17.57, P< 0.01 ), without Anti-HBe turned to positive when lamivudine
withdrawal ( 85.2%, x*=8.04, P< 0.01 ), the HBV DNA load detected when relapsed ( 3.0x10%+4.8x10%, F=5.20,
P< 0.01 ), the YMDD mutation combined with pre-C mutation ( 56.0%, x*=11.69, P< 0.01 ) were all higher then
those in chronic hepatitis B group. [ Conclusion ] Diagnosed as decompensate liver cirrhosis, aged, total bilirubin

abnormal before lamivudine therapy, Anti-HBe had not turned to positive when lamivudine withdrawal, without
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followed up after lamivudine withdrawal,

high HBV DNA load ( >1x10® copies/mL) when relapsed, and pre-C

mutation combined with YMDD mutation may be the risk factors of liver function failure following lamivudine

withdrawal in the patients with chronic hepatitis B.
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