Prior Covalent BTK Inhibitor Exposure Is Associated with Inferior Survival
After DLBCL-Type Richter Transformation in CLL/SLL

Shorter Overall Survival Despite Numerically Similar Response Rates
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* Best ORR was 41% (9/22) after prior BTKi exposure and 45% Figure 3. Best Response Among Response-Evaluable Patients
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Stacked bars show best response among response-evaluable patients with prior covalent BTKi exposure
(n=15) and BTKi-naive patients (n=23). Percentages are calculated within these response-evaluable
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