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Title : Docirbrutinib (AS-1763), a novel non—COVALENT pan-mutant BTK inhibitor, demonstrates
durable clinical responses in patients with previously treated B-cell malignancies: Data

from an ongoing Phase 1b study
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Title : Docirbrutinib (AS-1763), a novel non—COVALENT BTK inhibitor, demonstrates efficacy

in BTK inhibitor-resistant mutant cells
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