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Abstract

IL-17A is a pro-inflammatory cytokine secreted mainly by Th17 cells. IL-17A is the most representative member

and the most widely investigated cytokine of IL-17 family, it plays a crucial role in the pathogenesis of tumors.

There are few studies on IL-17A in diffuse large B-cell lymphoma (DLBCL), which may be an important index for

the prognosis of DLBCL.
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BRFIRIL-6, IL-6FITGE-BHHAI I 3 Tregs HIL-17A
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