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Effects of glycolysis on the balance betweenT helper 17 cells and regulatory T cells
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Abstract: T helper 17 (Th17) cells and regulatory T (Treg) cells have antagonistic effects in differentiation and function.
Th17/Treg imbalance is associated with the development of autoimmune diseases. Regulation of glycolytic pathways can con-
trol the development of autoimmune diseases by affecting Th17/Treg homeostasis. This article reviews the glycolytic charac-
teristics of Th17/Treg cells and the effects of the main metabolic sensors on Th17/Treg homeostasis, with the aim to unravel

the metabolic mechanisms underlying Th17/Treg imbalance and identify new targets for the treatment of autoimmune diseas-

es mediated by Th17/Treg imbalance.
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