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Mean tumor volume over time, animal body weight over time, and waterfall plot of individual tumor volume change from baseline to final measurement (day 28) for (anti-CD19); (B) polatuzumab vedotin (anti-CD79b antibody-drug conjugate); or (C) rituximab (anti-CD20) in a SU-DHL-4 HGBCL CDX mouse model. Tumor lysate levels of BCL6 and CD20 proteins in vehicle- acalabrutinib (BTK SMI) in an ABC OCI-Ly10 (MYD88-mutant) CDX mouse model; (B) venetoclax (BCL2 SMI) in a BCL2+ OCI-Ly1 CDX mouse model; or (C) tazemetostat (EZH2 SMI) in an EZH2-mutant SU-
ARV-393 combined with rituximab, CHOP, or R-CHOP in a SU-DHL-4 HGBCL CDX mouse model. Body weight was measured twice weekly during the study. or ARV-393—-treated mice 24 hours after the last dose are also shown in (C). Body weight was measured twice weekly during the study. The same IgG1 IV control group, oral vehicle QD group, and ARV-393 DHL-6 CDX mouse model. Tumor lysate levels of EZH2, MYC, BCL2, and BCL6 proteins in vehicle-, ARV-393—, tazemetostat-, or ARV-393 + tazemetostat—treated mice 24 hours after the last dose are also
; L : *P<0.05; ****P<0.0001 (one-way ANOVA, Tukey’s multiple comparisons). monotherapy group were used in all panels. shown in (C). Body weight was measured twice weekly during the study.
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