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Elucidation of mechanisms for B-cell fate decision by membrane IgE signaling
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It is well known that dysregulated production of IgE can be a cause of
allergic disorders. Normally, the differentiation of IgE+ B cells into memory-B or long-lived plasma
cells is suppressed by unknown mechanisms. However, it has been unclear how the propensity of IgE+

B cells toward short-lived fate is induced. In this study, | revealed molecular mechanisms how the
autonomous signaling of membrane IgE (mIgE) suppresses B-cell maintenance. I found that CH1-4 domain
of mIgE spontaneously induces cell death through the activation of Syk-BLNK axis and membrane

proximal domain of mlgE promotes plasma cell differentiation throu%h CD19-pathway. 1 also
demonstrated that defects of the mlgE-signaling could be a cause of allergy.
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