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Hyper-IgE syndrome i1s a primary immunodeficiency characterized by recurrent
staphylococcal infections and atopic dermatitis associated with elevated serum IgE levels.
We recently identified dominant negative (DN) mutations in the STAT3 gene is the most
common cause of hyper-IgE syndrome associated with bone abnormalities. Here we
established Stat3-DN knock-in mice and found bone formation and osteoclast generation

induced by osteoblasts were impaired in the Stat3-DN mice.
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