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Th1 cells and Th17 cells were significantly enhanced by systemic administration of IL
-23. However, it is still unknown about the effects of Th17 cells in antitumor immunity.
Th17 cells promote an IL-17 production through IL-23 which a macrophage and
dendritic cells produce by antigen stimulation in chronic inflammation. In this project,
I have found the mechanisms of the antitumor effects of Th17 cells by systemic
administration of IL-23 using wild-type and IL-17 knockout mouse.
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