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ABSTRACT: Our country is high-prevalence hepatitis B virus (HBV) country, the pathogenesis of hepatitis B is very complex, host
immune adjustment disorder is the main reason of causing ineffectively remove viruses and illness delayed healing, among CD4 * T
lymphocytes playing a major role. Recently, the newly discovered subsets of CD4 + T cell provide a new idea about the pathogenesis of
hepatitis B. Among these new T cell subsets, there is a subset known as Th17 cells, which express the transcription factor of ROR-y t and
secrete many kinds of IL-17 factors involved in immune response. Another is Treg cells, which express the transcription factor of FoxP3
and can secrete TGF-B factor. When TGF- is alone, the initial effect of T cell could differentiate into Treg cells. Th17 cells and Treg
cells have closely association between the differentiation proliferation and function. They are both involved in the pathogenic process of
hepatitis B, and play a role in the occurrence, development, prognosis of hepatitis B. Recently researches have shown that Th17/Treg
imbalance may be involved in abnormal immune response of hepatitis, resulted in chronic inflammation and persistent infection of
hepatitis B. This article briefly reviewed the role of Thl17/Treg and their imbalance in the pathogenesis of hepatitis B, providing a
theoretical basis for the immunological treatment of hepatitis B.
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1 Th17 5 ZRIFF R
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2005 4F, Park H 7E X7 A28 [ B o R PRS0 /N U RL SE G
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Fig. 1 The regulating schematic diagram of Th17 and Treg and

some related cytokines
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