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WFZERk S DR (3£30) : Listeria monocytogenes invades the cytoplasm of macrophages and
induces the activation of caspase-1 and the subsequent maturation of IL-1 8 and IL-18.
Although apoptosis-associated speck-like protein containing a caspase-activating and
recruitment domain (ASC), an adaptor protein of Nod-like receptors, has been shown to
play an essential role in inducing this cellular response to L. monocytogenes, the
mechanism has not been fully elucidated. In this study, we demonstrated that absent in
melanoma 2 (AIM2), a cytosolic DNA receptor, plays an important role in the activation of
caspase-1 during L. monocytogenes infection.
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