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Eosinophils are involved in the pathogenesis of asthma. In this research, we
investigated the role of PI3Kgamma for functions of human eosinophils using PI3Kgamma
selective 1inhibitor. As a result, PI3Kgamma selective inhibitor suppressed
eotaxin—induced eosinophil migration and activation. This study indicates that
PI3Kgamma is involved in human eosinophil function and P13Kgamma might be new therapeutic
target of asthma and allergic diseases.
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