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Fig. 1 Comparison of cytokines profiles expressed by T cell clones derived from liver
and peripheral blood of 2 patients with chronic hepatitis B
The series of T cell clones includes 19 and 18 clones derived from liver biopsy

specimen and 18 and 17 T cell clones derived from the corresponding peripheral blood

samples. T cell clones able to produce IFN-y, but not IL-4, are defined as Thl; T cell
clones able to produce IL-4 and/or IL-5, but not IFN-y, are defined as Th2; T cell clones
able to produce IFN-yplus IL-4 are as ThO, and T cell clones able to produce TGF-f are Th3
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