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unraveling an epigenetic system by targeting a novel metabolite sensor.

Sekiya, Motohiro
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We investigated the role of CtBP2 in epigenomic transcriptional regulation
mainly by focusing on pancreatic beta cells, where activation of CtBP2 opened the chromatin
agﬁggecture by changing histone modifications represented by H3K4me2, H3K4me3, H3K9, H3H27ac and

me.
We further generated pancreatic beta-cell specific CtBP2 knockout mice that showed impaired insulin
secretion consistent with these findings.
We are currently analyzing mice lacking the metabolite-sensing pocket in CtBP2.
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