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Background Rocbrutinib Inhibits BCR Dependent Signaling Rocbrutinib retains efficacy in cBTKi and ncBTKi Resistant CLL
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Figure 1. (A) Crystal structure of rocbrutinib bound to WT BTK. (B) NanoBRET assay of rocbrutinib binding towards WT, C481S, T474I, or L528W BTK o 20- s Sl e g =) patients regardless of BTK mutation status.
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(D) Overall survival of Eu-TCL1 mice.
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