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Dysregulation of T helper 17 (Th17) and regulatory T (Treg) cells contributes to the pathophysiology of
many autoimmune diseases. Here, we show that an endogenous metabolite X, inhibited Th17 cell
differentiation and promoted Treg cell differentiation by orchestrating the metabolic and epigenetic
reprogramming. Mechanistically, X suppressed glycolysis in Th17- and Treg-polarizing T cells. Imaging

mass spectrometry is also used to clarify the distribution of metabolites in vivo. These results indicate that

cellular metabolism could be a therapeutic target for the autoimmune diseases.
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