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.5 JLE R A 5k g -4 17 (interleukin 17, TL-17) 4 45 4E 49 45801 T 2m i Th17(T help cell 17, Th17) Zm oA 4 2 A K 5] F
Th1(T help cell 1, Th1) Th2(T help cell 2, Th2 )& & ¢4 2n foL . B, & 49 K ILAE T T AAEAAT R Th 2a 4 Thl Th2 64 4% %5
FINRThIT WAL T B & o da k& i b 98 69 K A BAREAE K Iz 69 K mpuh), ik ey o B F £ A F 2 sk AT ML
FE 69 A , FIBT Thl7 @6 %4 E B & 4r 5540 4 ¥ B F  IL-6(interleukin 6, IL-6 ) . IL-23 (interleukin 23, TL-23 )% &m # B F 44 5
5 %A 8y Thl7 2 ) Bt itk — 3 09 40 & A 4m L IR F 69 23k, A s it 4k TL-17 IL-21 (interleukin 21, IL-21) . IL-22(interleukin
22, IL-22) IL-26( interleukin 26, IL-26) it 5 3 5% B F (tumor necrosis factor, TNF o % 4m oL F 5 5UAR K s 5 S APk g L &
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ABSTRACT: In recent years, Th17 cell characterized by secreting IL-17 is a cell subset supposed to be different from Th1 and Th2
cells, it is found that has changed people traditional classification recognition that Th cells are only classified into Th1 and Th2. Th17 cell
are involved in the autoimmune disease, the occurrence of tumor and the pathogenesis of various inflammation, that secreting cytokines
play an important role in biological functions of Th17. At the same time, the activation of Th17 cells needs various growth factors, cy-

tokines such as IL-6 and IL-23, Th17 cell activated further promotes the secretion of various cytokines, and causes inflammation by se-

creting cytokines such as IL-17, IL-21, IL-21, IL-26 and TNFa.
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