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Elucidation of the cell death evasion mechanism of cancer cells regulated by
protein kinase c signaling
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In this study, for elucidatin? the full extent of sphingosine 1l-phosphate
(S1P)-atypical protein kinase C (aPKC) signaling regulation in apoptosis resistance in cancer cells,
we aimed to elucidate the downstream signals of S1P-aPKC and its relation with stress, and also
clarify the structural and molecular mechanism of S1P-aPKC activation. As a result, we have got
successful to find a post-translational modification of aPKC as a new molecular mechanism for
S1P-induced aPKC activation and identify transcriptional factor X as an apoptosis-related molecule
that acts downstream of S1P-aPKC signaling, and further identify a new starvation stress-related
molecule involved in apoptosis resistance of cancer cells by S1P-aPKC signaling.
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