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2 (complete remission with incomplete recovery,
CRD, HCR/CRifgH i FFLemt ] 191d (117~
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ELIR G 97 o S B ROR I o, R R ORI
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CD38ANJ&: i i A S M B It , & 7 IF 3 40 i - 3%
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PERCIE, A0 JH S RE A L f g5 RLON A AR OC i
2 e 1 | 11 OV A S /N TN & =<3 2
AR CRSAL . 534h, CAR-T 4i fitd iy
WIFEW MIFFAEAN R WA R BRI E K. R
S 0 0 L RN S SR OA B S R, CAR-T
o0 R AE T AR AR | BEAH AR ) T R, 90 e
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T 7 1 ] ReME LA S 4 i b Jgd L 38 &2 % 1 X
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LMP1 H B CAR-T 40 i) 3l 1 [7] i) $E ) 22 4> i 98
PR, A B F v B g8 Bt B S 5k K bt D ik
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