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Characteristics of Th17 Cells in peripheral blood in paediatric patients with chronic hepatitis B after lamivudine treat-
ment CHEN Duan(Department of the Clinical Laboratory Center of Huangshi City s Huangshi, Hubei 435000,
China)

[Abstract] Objective To study the characteristics of Th17 Cells in peripheral blood in paediatric patients with
chronic hepatitis B after the treatment of lamivudine. Methods Forty five paediatric patients with chronic hepatitis B
were enrolled in our study.and twenty-three age-matched healthy children were enrolled as control group. The paedi-
atric patients with chronic hepatitis B were treated with lamivudine for 1 year. HBV markers(HBV-M), HBV DNA
loads and ALT levels in serum were detected in the patients before and after lamivudine therapy. The frequencies of
Th17 cells in peripheral blood were measured by flow cytometry. Results After the treatment of lamivudine, there
was a significant decrease in ALT and HBV-DNA levels in aediatric patients with chronic hepatitis B,and in 26 of 45
patients the level of HBV-DNA became negative,in 4 of 45 patients HBeAg became negative. Compared with the con-
trol group,the Th17 cells frequencies in peripheral blood were significantly increased in paediatric patients before the
treatment of lamivudine( P<C0. 05). After one year treatment, the Th17 cells frequencies were significantly decreased,
but they were still higher than the control group(P<C0. 05). Besides, the frequencies of Th17 cells were significantly
decreased in the patients whose HBV-DNA became negative. Conclusion Lamivudine could efficiently suppress HBV
replication in paediatric patients, which may have a correlation with the decrease of th17 cells frequencies in peripheral
blood.
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