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Abstract: Objective To study the determination and clinical significance of Th cytokines subsets of IFN-v,1L.-4 factor and
The level of TFN-y,IL-4 and TGF-81 (pro-

duced by peripheral blood mononuclear cells) were detected by flow cytometry and enzyme-linked immunosorbent assay (E-

TGF-B1 in acute and chronic idiopathic thrombocytopenic purpura. Methods
LISE) ,respectively.in patients and 24 controls. Results The positive percentage of factor IFN-7 in children with alTP was
higher than that in the controls ( P<C0. 05). The positive percentage of factor IFN-7 in children with cITP was significantly
lower than the controls ( P<C0.01). The level of 1L.-4 had no statistical significance in children with alTP compared with
controls. The level of IL.-4 was higher significantly in children with cITP than that in controls ( P<0. 05). The level of TGF-
B1 in children with aITP and cITP was lower significantly than that in controls,that was more significance in cITP than that
in alTP (P<C0. 05). Conclusion

understanding of the pathogenesis and differential diagnosis.

The state of Th cytokines in children with acute and chronic ITP is of great value in the
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