First-in-Human Phase 1 Study of SAR442257 in Patients with Relapsed/Refractory Multiple Myeloma and
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INTRODUCTION Table 1: Patient demographics and baseline characteristics Figure 3: Mean SAR’257 PK profiles for subjects in I-DL7 (11 pg/kg) BIW Figure 6: T cells and CD4/CD8 ratio in blood when treated with SAR"257
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