Activating Mutations in MYD88 and CD79B Are
Predictive of Response to Ibrutinib in ABC-DLBCL Tumors
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Conclusion. Consistently with recent clinical data® our study ' ¥y s
shows that the concomitant presence of a mutated form of
CD79B and MYD88 confers sensitivity to ibrutinib, suggesting
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Figure 3. Response to lbrutinib in DLBCL PDX Models

that the mutational status of both genes could be used as a .3
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