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I N T R O D U CT I O N M E T H O D S Table 2. Patient and disease characteristics o For the 51 patients evaluable for response, the overall response rate (ORR) e Estimated 12 month PFS of 91% (Figure 8)
was 92% and the major response rate (MRR) was 80% (Table 3)
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 Bruton’s tyrosine kinase (BTK) plays a critical role in B-cell receptor signaling, which mediates B-cell e First-in-human, open-label, multicentre, phase 1 study of zanubrutinib in patients — 43% of patients achieved VGPR Figure 8. Progression-free survival in evaluable patients® (n=51)
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. _ . . - . . . . . 67 O 24 (36) o o _ . 80 -
o First-generation BTK inhibitor Ibrutinib has shown activity in WM and become a standard of care DOSE ESCALATION - DOSE EXPANSION 1 21 (61 Table 3. Best response in eva.luable patients (n=51); o
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