Updated efficacy and safety data from an ongoing phase 1a/b trial of the Bruton’s tyrosine kinase (BTK) degrader bexobrutideg
(NX-5948) in patients with chronic lymphocytic leukemia (CLL)/small lymphocytic lymphoma (SLL) across lines of therapy
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Ba Ckg roun d RES U |tS Figure 5. Progression-free survival: Phase 1a relapsed/refractory CLL/SLL (n=48)

Figure 6. Reduction in lymph node size in patients with CLL/SLL treated with bexobrutideg
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