Bexobrutideg (NX-5948), a Novel Bruton’s Tyrosine Kinase Degrader, Shows High Clinical Activity and Tolerable Safety in an
Ongoing Phase 1a/b Study in Patients with Waldenstrom Macroglobulinemia
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Background Results

Figure 3. Durable Responses Regardless of Prior Therapy or Mutation Status (n=22)

* The BCR signaling pathway mediated by BTK is a key driver in oncogenesis and a validated therapeutic target in Table 1. Patient Demographics and Baseline Disease Characteristics — Patients with WM Sl OrEE || SEeaeiE Co n CI u S I O n S
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— can overcome treatment-emergent BTK inhibitor resistance mutations. Median age, years (range) 72.5 (58-86)
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* In the ongoing WM portion of the Phase 1 NX-5948-301 study as of the 12 March 2025

— address BTK scaffolding function — the transduction of BCR signal downstream from BTK in the absence of BTK
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AE, adverse event; BCL2i, B-cell ymphoma 2 inhibitor; BCR, B-cell receptor; BTK, Bruton’s tyrosine kinase; BTKi,

Ongoing iNHL/WM phase 1b expansion cohorts

NHL/WM 600 mg QD Pneumonia’ 2(9.1) - - Bruton’s tyrosine kinase inhibitor; CAR-T, chimeric antigen receptor T-cell; CIT, chemo-immunotherapy; CLL, chronic o o _
450 mg QD Influenza : 1(4.5) 1{(4.5) 1{(4.5) lymphocytic leukemia; CNS, central nervous system; CR, complete response; DLBCL, diffuse large B-cell ymphoma; 1. Noviski et al. 20th Biennial International Workshop on CLL, Boston, MA. Oct 6-9, 2023.
300 mg QD MZ:. IdWM " o ISr;f:)l;?Snzal pnedmoma 1 Ejg; 1 Ejg; 1 Ei?; DLT, dose-limiting toxicity; ECOG PS, Eastern Cooperative Oncology Group performance status; FL, follicular 2. Hansen G. Presented at TPD Basel Sept 19, 2023.
200 mg QD M;:ﬁ:w:o:::e ma\é\:zg;rtlitl:r??mia Follicular lymphoma [ ——— 1(4.5) 1(4.5) - lymphoma; IgM, immur?oglobulin M,; IWWI‘VI‘, Inter.national Workshop (?n WM; MR, minor resp?nS(?; MZL, marginal 3. Montoya et al. Science 2024;383.
100 mg QD Subdural hematomag 1(4.5) _ 1(4.5) zone lymphoma; ncBTKi, non-covalent BTKi; iNHL, indolent non-Hodgkin’s lymphoma; ORR, objective response rate; 4. Searle et al. Blood 2023:142 (Supplement 1):4473.
50 mg QD Fatigue 1(4.5) _ _ PD, progressive disease; PI3Ki, P13 kinase inhibitor; PR, partial response; QD, once daily; SAE, serious adverse event; _
posgnation e~ Data cutof: 12 Miar 2025 SD, stable disease; SLL, small lymphocytic lymphoma; TEAE, treatment emergent adverse event; VGPR, very good >. Daniloveetal. Blood 2023;142 (Supplement 1):4463.
sl LAE 1 otiont on aoncurvent anthcogpulation atie wos wonsent. O oV pneumenieAoaregate of pneumoniaand neumenie ebsiele? partial response; WM, Waldenstrom macroglobulinemia 6. Linton et al. Oral presentation at EHA Hybrid Congress; Jun 16, 2024.
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