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Investigation of importance of an orphan transporter in inflammatory responses
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The solute carrier family is an important protein class governing compound
transport across membranes. However, some of its members remain functionally unidentified. The goal
of this study is to elucidate the importance of an orphan transporter SLC2A6 in vivo and to clarify
the molecular mechanism. Lipopolysaccharide (LPS)-shock susceptibility was revealed in
SLC2A6-knockout mice. Metabolomics and in vitro analyses showed that SLC2A6 functions as a
glycolysis modulator in inflammatory macrophages although SLC2A6 depletion did not affect
inflammatory cytokine expression or releases. ChlP-seq data analysis revealed RelA-mediated
regulation of SLC2A6 and the regulatory regions around the promoter region and intron regions. We
conclude that SLC2A6 is a transporter that is regulated by RelA and modulates inflammatory responses

by affecting the metabolic shift of macrophages in response to inflammatory stimuli.
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