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[Abstract]  Objective  To observe the clinical characteristics of patients with chronic hepatitis B with
1tA181 mutation. Methods  Twenty-two mutation sites in HBV DNA P gene correlated to nucleos(t)ide analogues
(NUCs) were detected in patients who experienced virological breakthrough during NUCs treatment. The antiviral
therapy and response history of patients infected with rtA181 mutation were analyzed. Treatment effect of partial
patients after switching therapy strategy was also analyzed. Results  Total of 103 patients were detected positively
with rtA181 mutation in 227 cases with mutation sites. Among 67 cases with detailed clinical data, 21, 2, 22, 13
and 9 cases were detected positively with single A181T/V mutation positive, A181T + A181V mutation positive,
A181T + rtA181V + N236T mutation positive, A181T/V + L180M (M204V/I) mutation and A181T/V +
(L80I, V173L, S202G, M250L) mutation positive, respectively. Among 67 cases, there were 5 patients experienced
virological breakthrough during LAM treatment, 9 patients experienced virological breakthrough during ADV
treatment. Treatment effect were poor in these patients after adding ADV and LAM, respectively. Total of 14 patients
were detected positively with A181 mutation. Undetected HBV DNA was achieved in all patients after ADV + ETV
treatment for 3-6 months. Conclusions Mutation sites in HBV DNA P gene correlated to NUCs should be detected
in patients who experienced virological breakthrough during LAM or ADV treatment. If A181 mutation was positive
in these patients, treatment with ADV + ETV would produce an ideal virological suppression.
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