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Comprehensive analysis of a molecular mechanism of hyper IgE-emia
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o i _ Hyper IgE syndrome is a complex primary immunodeficiency characterized by atopic d
ermatitis associated with extremely high serum IgE levels and susceptibility to staphylococcal skin absces

ses and pneumonia. Our recent studies have demonstrated that dominant negative mutations in the signal tra
nsducer and activator of transcription 3 (STAT3) gene result in the hyper IgE syndrome.

Although defective differentiation of Thl7 cells may partly accounts for the susceptibility to staphylococ
cal skin abscesses and pneumonia, the pathogenesis of atopic manifestations in hyper IgE-emia remains to b
e elucidated. To investigate molecular pathogenesis of hyper IgE syndrome, we established knock-in model m
ice expressing dominant negative STAT3. In the mice, serum IgE levels were at least 100 times higher than

littermate wild-type control mice. With these new model mice in our hand, we will investigate a molecular

pathogenesis of hyper IgE-emia in hyper IgE syndrome.
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