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therapy represents a significant scientific advancement, with high response rates and long-term remission for many

patients. However, target antigen downrcgulation on tumor cells can lead to poor response and disease recurrence.

Currently, CAR-T cell therapy approved for the treatment of RRMM only targets B cell maturation antigen(BC-

MA). Although BCMA-CAR-T cell therapy has a high response rate, its selective pressure on target antigens can

cause BCMA loss and MM escape. Bispecific CAR-T cells theoretically have the advantages of broader targeting

and less single-target escape. BCMA and CS1 are highly expressed on MM cells and are considered ideal targets for

MM immunotherapy. This review summarizes the research progress of commercial BCMA-CAR-T cell therapy for
RRMM and CS1-CAR-T cell therapy for MM and focuses on the primary results of CSI-BCMA CAR-T cells.
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RRMM # #F #5 7 CSI-BCMA CAR-T 4 Jfi [A]
B, 38U E KA T CRS.31% R 1~2 9
KRR MR, F 13 PlE8A MM 40112
T 1 % b, CS1-BCMA CAR-T 43497 1) ORR
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HUE 0.001%), FAIBETE 8 N H .1 4 OS KA
PES RA351 K 72. 73% F1 56.26% . 4 5] #3315
s 17 S A 84S sCR. 4 Bl E 207 T B #0
BCMA " 8¢ CS1" W & ke &, 1 a4k 4% =
BCMA-CAR-T 4fl }fd 36 97 2% W9 18 3 3R A5 1 IR )
N, BEEMIEEYS MM i MM 40 8 b5
BCMA ' #l CS1" ], sBCMA Hl i3 M & 1K
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WH . 2. 8% ~5. 0% R PR £, B
AR AR K H36 T7 T 24 09 8 1 4 F AL i AS 58 4
. CAR-T 4t 3= i A= X sEMD JG 0 1
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