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Elucidation of chromatin dynamics by an energy sensor histone demethylase
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AVMP Activated Protein Kinase (AMPK) is a serine / threonine phosphorylating
enzyme and plays an extremely important role in metabolism, cell proliferation and reprogramming as
an intracellular energy sensor. Since histone demethylase JWID1A has multiple motifs of AMPK from “
ScanSite” , we analyzed whether AMPK phosphorylated JMJD1A and was functioning. The JMJD1A
recombinant protein was found to be phosphorylated AMP dependent in vitro b% Phos-tag gel separation

and immunoblotting (IB) with JMJD1A antibody and IB analysis using AMPK substrate antibody.
Furthermore, phospho-proteomic analysis demonstrated that there are more than ten serine and/or
threonine residues phosphorylated by AMPK. ldentification of phosphorylated amino acid residues of
endogenous JMJID1A by AMPK is still on the way.
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