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IR R OBEE (3:30) : Antibodies produced through the activation of T cell-dependent B-2
cells and independent B-1 cells are now appreciated as important mediators of acute and
chronic rejection. It is important to suppress sufficiently both type of B cell activation for
improvement of allograft survival. However, the sensitivity of B-1/B-2 cell differentiation to
various immunosuppressants still remained to be elucidated. To address this issue, in the
present study, we have established in vitro and in vivo B cell activation models, in which
the differentiation to B-1a, B-1b, and B-2 cells can be induced. By use of those models, we
have evaluate the sensitivity and specificity of various immunosuppressive drugs and
anti-CD1d antibody newly developed by us to B cell activation.
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