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AMEFGERBAEMFR, AR, LEE, EHREFSTHREFTLERE, L& 200032)

fE: CDI137 (X #r4-1BB. TNFRSF9) T/ L2 & — X SR MU EE ML miE. CDI37" Tafe
FEMBERE BFARERBRGEFHITIEANRIER, FLAESHERY KELZATER,
£ FCDI37 H T AT@IE b 695 b RCDI3T A A € 269 B H/ER. B, 2@ T HCDI37 T
Je ez Hm P ER, MFRAE KNG RABELA G EFREEXER, ALBIABCDI3T4H X155 3 TH
FORE R CDS TiafBdh e b9 ME . CDI137 Tiafae4ditfeik B # k. CDI137 T o it % 4 & Jm it
Je b i Sy AR R, A3 @ CDI37 T@Mpa ey fii b TR A%,
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Research progress of CD137" T cells effector function
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Abstract: CD137" (also named 4-1BB; tumor necrosis factor receptor superfamily 9, TNFRSF9) T cells are
antigen-specific activated effector cells. CD137" T cells have a strong ability to proliferate and produce
cytotoxic effector factors after antigen stimulation, enabling them to play an immunomodulatory role in
various diseases. Among these CD137" T cells, the soluble CD137 protein secreted by CD137" regulatory T
cells has a potent anti-inflammatory effect. Therefore, a comprehensive understanding of the role of CD137" T
cells in disease is essential to develope effective disease immune prevention strategies. This review focuses on
the regulatory mechanism of CD137-related signals on the function of T cells, especially CD8" T cells, the
characteristics and effector functions of CD137" T cells, and the immunoregulatory role of CD137" T cells in
the progression of various diseases. This review aims to provide implications for the immunotherapy of
CDI137 T cells in the future.
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