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Research progress of CAR-NK in the treatment of solid tumors
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Abstract: At present, chimeric antigen receptor T (CAR-T) cell therapy has made great achievements in the
treatment of tumors, especially blood tumors, but there are still great difficulties in the field of solid tumors,
such as targeting solid tumors, the inability to effectively infiltrate tumor tissue, and the immune inhibition of
the solid tumor microenvironment. Chimeric antigen receptor NK cells may be an alternative to CAR-T
therapy for solid tumors, and a number of optimization studies based on CAR-NK have entered the clinical
trial stage. By briefly describing the principle, application, limitation and development of CAR-NK cell
therapy, this paper summarized the research progress of CAR-NK cells in the treatment of solid tumors in
recent years, and provided a reference for future research and clinical application.
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HIRFENP I, B S SR IGPSC, R E A H

ZEARRE — L HAT IR A O M A i [ — R
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