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MEERERES (EX) Identification of the host factors involved in the response of macrophage
cells to Legionella pneumophila infection
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WFFE R O BEZE ($3C) @ To investigate the role of Naip5 in macrophage survival, RAW264
macrophages expressing Naip5 were constructed. Naip5 promoted cytotoxicity in Legionella
pneumophila-infected cells. This cytotoxicity was associated with caspase-1. In addition, Naip5 restricted
the intracellular growth of L. pneumophila in RAW264 cells. L. pneumophila flagellin was required for
cytotoxicity, caspase-1 activation, and restriction of intracellular bacterial growth. Moreover, Naip5
inhibited camptothecin-induced apoptosis in macrophages. These data indicate that Naip5 regulate cell
survival by inhibiting apoptosis or by promoting pyroptosis in response to specific cellular signals.
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