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MAP3K, TAK1 is shared in adaptive and innate immune signaling. We generated and
analyzed B cell conditional deletion of TAK1 using mb1-cre. In periphery, TAK1-deficient B
cells showed impaired activation of NF-kB, proliferation, survival, and diffrentiation
induced by anti-IgM. TAK-deficient bone marrow B cell also showed significant decreased
differentiation in some subsets. Thus these analysis suggest TAK1 is essential for B cell
differentiation.
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