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Abstract Objective To determine the phosphates of histone demethylase KDM3 A with the application of Odyssey dual — infrared
fluorescence system. Methods

rylation - KDM3A antibody and infrared fluorescent nuclei dyes DRAQS5, HEK293T cells were scanned with Odyssey dual — infrared fluo-

HEK293T cells had been transfected with phosphates interfere plasmids. After incubating with phospho-

rescence scan system. The ratio of fluorescence intensity could represent the relative KDM3 A phosphorylation level in vivo. Results  Oka-
zaki acid (OA), the broad — spectrum inhibitor of phosphates, was applied to treat the cells. The signals were detected for phosphorylated
KDM3A by dual — infrared fluorescence scan system. Four phosphate subunits that may participate in the dephosphorylation of KDM3A

were determined by Odyssey dual — infrared fluorescence scan system. Conclusion Odyssey dual — infrared fluorescence scan system was

able to be applied in the screening for protein phosphotases.
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