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Research Progress in Immune Cell-mediated Cancer Therapy

DIAO Aipo, ZHAO Qing
(College of Biotechnology, Tianjin University of Science & Technology, Tianjin 300457, China)

Abstract: Immune cell-mediated cancer therapy is an innovative treatment for cancers, which belongs to tumor immuno-
therapy and aims to treat tumor through regulating the immune response. Immune cell-mediated cancer therapy has achieved
remarkable clinical effects on both hematological malignancies and solid tumors with the development of tumor immu-
nological theory and technology. It might make great advancements in cancer treatment after surgery, chemotherapy,

radiotherapy and targeted therapy. Here we summarized the research progress in immune cell-mediated cancer therapy using

chimeric antigen receptor (CAR) T cells, natural killer (NK) cells or macrophage.
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Fig. 1 Schema of chimeric antigen receptor structure
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Fig.2 1"-4" generation of CARs
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Tab.1 Clinical responses to CD19 CAR therapy

I VAE CAR A% %,gjf i;
SPEIREL s (B CcD28 16 88 [26]
SPEWRE R OLE) 4-1BB 25 90 [27]
SPERRE s OLE) CcD28 21 68 [28]
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B Sk E R/
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AT Ak LR 4-1BB 32 79 [33]
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Fig. 3 Mechanism of NK cell cytotoxicity
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E5 T ARG, EELR AR AT M 20 - e 2
TR e It | R RE T BE RN 245 ) B LR TE O
W, X T4 R 22 MR A A, I IR S g i )
KRS AN, ZEAR R T A
DIR AN , HXT I 10 ) L s 240 e %) 2 A A R A0
D I BER.

TENNIRE A LRI, R B R 20 24 1) L g At L T b
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