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T cell exhaustion and CAR-T cell immunotherapy

WANG Hong-Xia, XU Guang-Xian. Ningxia Medical University, Yinchuan 750004, China

[Abstract] T cell exhaustion (Tex), namely T cells were in a state of functional exhaustion due to persistent exposed to inflam-
matory or antigen signals. Characterised by progressive loss of proliferation and memory abilities, while expression of multiple inhibito-
ry receptors. Chimeric antigen receptor T(CAR-T) cell immunotherapy was one of the most promising Immunotherapy for tumor, who
has achieved remarkable results in treatment of malignant hematologic system tumors. However, formation of Tex in CAR-T cells, es-

pecially exhaustion of CD8'T cells, seriously affected anti-tumor effect of CAR-T cells. This paper aimed to make a clarify of Tex and

CAR-T cell immunotherapy.
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