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The progress on differentiation and function of Th17 Cells
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Abstract Thl7 cells are a newly discovered subset of effector T helper cells and mainly produce cytokines
such as IL-17, IL-17F, IL-21and IL-22. Th17 cells and Th17-specific cytokines are thought to be associated with
autoimmune disease and many other diseases. Here, we review the current progress of Th17 cells, including the
discovery of Th17 cells, the differentiation of Th17 cells in both murine and human beings, Th17-specific
cytokines and effector function with health and disease in detail.
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