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Abstract: Interleukin—17 is a proinflammatory cytokine that is produced by a variety of cells, including a newly
identified subset of activated CD4' T cells (Th17 cells), y8 T cells, (D8 cells and NKT cells. Th17 cells are thought
to be a distinct lineage of Th cells that mainly produce IL-17, IL-22 and other cytokines which are involved in
inflammatory response. y8 T cells have also been shown to be a potent source of IL-17 and, in some cases, produce
more IL-17 than afy T cells. IL-17-producing T cells are important in the host defense against acute pulmonary
infection during the early immune response, also have the potential to elicit detrimental responses during
chronic infection-related inflammatory conditions. This reviewwill introduce recent research progressonthe role
of IL-17-producing T cells in the pulmonary bacterial infection.
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