A Phase la/b Dose Escalation Study of the BTK/FLT3 Inhibitor Luxeptinib in Patients with Relapsed or Refractory
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Radiation 7(19.4%) 2 ; multiple cycles with no drug-related deaths.
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** 17 patients received Btk-inhibitor; 14 received ibrutinib (IBR); 1 received IBR and AVL-292; 1 received IBR bioavailabilitv sub-studyv.
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