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Abstract: Application of immunotherapy in malignant tumor has widely been focused. Chimeric antigen receptor is one of the emerging

immunotherapy and has enormous potentiality to treat hematologic neoplasms. Chimeric antigen receptor-modified T cells( CAR-T) may

contribute to treat multiple myeloma as CAR-T can kill target myeloma cells by means of identifying the target antigen. In this article,

the research advances of CAR-T in treating multiple myeloma were reviewed ,and the antigens which may be an effective target for CAR-

T in eliminating myeloma cells were analyzed.
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