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Abstract ; Cell immunotherapy based on chimeric antigen receptor(CAR) is a new treatment for
malignant tumors,and it is a promising treatment for patients with advanced solid tumors. At pre-
sent, CAR-T cells have been used in clinical trials of many solid tumors,especially in advanced
tumors. A wide range of tumor associated antigens (TAA) have been found. The selection of a
strong specificity and appropriate TAA in treatment of CAR-T will benefit more and more ad-
vanced cancer patients.
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P T R ARS8 ok 56 38 G2 127 B 70 B o AR R 3
1S T 4 B e PP . MY R_ AT A%
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