Preliminary Efficacy and Safety of the Bruton Tyrosine Kinase Degrader P229
BGB-16673 in Patients With Relapsed or Refractory Waldenstrom Macroglobulinemia:
Results From the Phase 1 CaDANnCe-101 Study
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Table 1. Baseline Demographics and Disease Characteristics

IgM change from baseline, %
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-100
VGPR 7 (259) Baseline W9ID1 W1I7D‘I W2I5D1 W3I3D1 W4I9D1 W7I3D1 W9I7D1
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E PS, n (%
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4.4 Discontinued prior to first assessment 1(3.7) sites across the US, Canada, the UK, France, Georgia, Germany, Italy, Moldova,
2 1(3.7 ' i i
(3.7) ORR, n (%)’ 22 (81.5) Spain, Sweden, Turkey, Australia, South Korea, and Brazil
H lobin, medi , g/dL 10.3 (6.0-13.5 .
emoglobin, median (range), 9/ ( ) Major response rate, n (%)° 20 (742) REFERENCES
Neutrophils, medi , 10°/L 2.7 (0.21-7.43 ) i TM): ]
eutrophils, median (range), 10°/ ( ) Disease control rate (DCR), n (%)° 25 (93.0) 1. Castilo JJ, et al. Lancet Hoematol. 2020;7(11).e827-e837.
Platelets. median (ran e) 10°/L 157 (14_455) 2. Ntanasis-Stathopoulos |, et al. Ther Adv Hematol. 2021;12:2040620721989586.
’ 9k Follow-up, median (range), months 5.0 (0.8-24.6) 3. Feng X, et al. EHA 2023. Abstract P1239.
Mutati tatus, n/N with k T2t %)2 . . . 4. Wang H, et al. EHA 2023. Abstract P1219.
Hration statHs, vt W nown status (%) Time to first response, median (range), months® 1.0 (0.9-3.7) 5. Seymour JF, et al. ASH 2023. Abstract 4401.
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