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[ Abstract]
non-small cell lung cancer after PD-1/PD-L1 immune checkpoint inhibitors. In vitro, CAR-T cells targeting RORI,

Chimeric antigen receptor (CAR)-T cell therapy is a novel immunotherapy for solid tumors such as

PD-1/PD-L1, MSLN, EGFR can achieve anti-tumor effect by directly killing tumor cells and/or releasing cytokines.
However, due to the unclear mechanisms of tumor immunosuppressive microenvironment and T cell exhaustion and the
coping strategies of CAR-T cell immune-related toxic reactions, clinical research has not been fully carried out. This pa-
per briefly describes the current situation and challenges of CAR-T cell therapy in terms of CAR-T cell structure, com-

mon tumor-associated antigens in non-small cell lung cancer, and the mechanism of toxic reactions, so as to provide
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ideas for further research on CAR-T cell therapy.
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3| CAR-T 41 i 4 1% , (B Jiigg 41 24 rh CAR-T 4 i i1
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