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BCR-dependent Akt/NF-kB/bcl-xL activation is inhibited in PI3K-- B cells
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Overexpression of bcl-xL restore B cell defects in PI3K mice
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Restration of B cell function in PI3K deficient mice by Bck-xL expression
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Phenotype of PI3K (p85a) Kockout mice

1. Development of B2 and B1 cells |

2. BCR/TLR dependent proliferation of B cells |
TI-Il Ab production |

Production of IFNy & NO in M¢ and DC |

Development of mast cell and c-kit signalling |
GM-CSF signalling in Neutrophil |

GP-VI signalling in platelet |

Bowl enlargement 1
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