TakeAim lymphoma: An open-label, dose escalation and expansion trial of emavusertib (CA-4948)
In combination with tbrutinib In patients with relapsed or refractory hematologic malignancies
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INTRODUCTION BASELINE CHARACTERISTICS PCNSL EMAVUSERTIB + IBRUTINIB EFFICACY
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Patients who have progressed on prior BTKI treatment are re-sensitized to BTKI
treatment in combination with emavusertib.

Based on these promising results, the combination emavusertib + ibrutinib is
being explored in an expansion cohort of PCSNL patients at 200 mg BID.

» Crossed the blood-brain barrier, reversed IRAK4 pathway activity and caused tumor emavusertib at 200mg BID in combination with ibrutinib

regression, including cure in a murine PDX model with transplanted A20 NHL to the
brain ©)

* Shown In-vivo synergy in B-cell NHL in combination with BTK inhibitors, including
Ibrutinib, acalabrutinib, and zanubrutinib, potentially enhancing patient sensitivity to BTK
inhibitor therapy and promoting resensitization to BTKi treatment ¢ 7

STU DY D ES I G N Duration Of treatment > Indicates time of best response 4.

RESULTS

19 NHL Patients treated with emavusertib + ibrutinib
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Abbreviati . . . . .
reviations Majority of patients had decreases in tumor burden or stable disease over time.

Relapsed/Refractory (R/R), Marginal Zone Lymphoma (MZL), Diffuse Large B-Cell Lymphoma (DLBCL), Primary Central Nervous System Lymphoma (PCNSL),

5.von Roemeling et al. Clin Cancer Res. 2023;29(9):1751-1762
Non-Hodgkin Lymphomas (NHL), Mantle Cell Lymphoma (MCL), Chronic lymphocytic leukemia (CLL), Follicular Lymphoma (FL), Complete Response (CR), e The pre”minary efﬁCaCy data of 16 evaluable patients IN combination with ibrutinib showed 5 6 BOOher et al. WaldenStr(.jm ROadmap SympOSium. 2019

Partial Response (PR), Stable Disease (SD), Progressive Disease (PD), Duration of Response (DOR), Disease Control Rate (DCR), Progression-Free Survival - -

(PFS), Adverse Event (AE), twice daily (BID), once daily (QD). CR (2 MCI—1 3 PCNSL) 7 GUldEttl et al' AACR_NCI_EORTC 2023
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