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Research Progress of CAR-T Specific Therapy to Tumor”

MEI En-Dian, MA Jia-Bing, GAO Jia-Dong, LIU Yi-Xuan, QIAN Cheng, LIU Li, WEI Xu-Bin™

(School of Life Science, Zhejiang Sci—Tech University, Hangzhou 310018, China)

Abstract CAR-T therapy is a novel therapy to treat tumors. It has realized the precise treatment of tumors by
transforming the modified CAR gene into patients' self T cells, driving the T cells expressing specific antibodies
which are able to bind surface antigens to tumors. CAR-T has been in its fourth generation since put forward. This
therapy exists both certain effects and risks in blood tumors as well as solid tumors but exposes some difficulty
waited to be solved. In this review, we describe the treatment and existing problems of CAR-T therapy in blood

tumors and solid tumors.
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