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The influence of Th17 cells and interleukin-17 on atherosclerosis
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Abstract: Atherosclerosis is a chronic autoimmune and inflmmatory arterial disease. Different subsets of T
cells play distinct and opposing roles. Th17 cells and the prototype cytokine interleukin-17 have been characterized
and shown to be critical in mucosal host defense and several autoimmune and inflammatory diseases. However,
studies in atherosclerosis led to conflcting results on the roles of interleukin-17 and T helper-17 cells. The present

review provides a summary of the available evidences and the reasons for the conflcting results to provide a valua-

ble reference for the further research.
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