A Phase 1 Study of CFT7455, a Novel Degrader of IKZF1/3, in Multiple Myeloma and Non-Hodgkin Lymphoma
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BACKGROUND FIRST-IN-HUMAN STUDY DESIGN

Despite treatment options, multiple myeloma (MM) remains largely incurable with poor outcomes among patients who Figure 4: CFT7455 Demonstrates High Potency and Dose-Dependent Efficacy in Multiple KEY ELIGIBILITY CRITERIA
progress after treatment with a proteasome inhibitor, immunomodulatory drugs (IMiDs), and an anti-CD38 antibody.! Myeloma Xenografts

Multiple targeted therapies have been developed for different subtypes of non-Hodgkin lymphoma (NHL); however, these P N KEY INCLUSION CRITERIA KEY EXCLUSION CRITERIA
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therapies are typically not curative for patients with relapsed/refractory disease. A. CFT7455 Promotes Durable Tumor Regression® B. CFT7455 Promotes Durable Tumor Regression: 100 pg/kg® i) | , )
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Figure 1: Mechanism of Action for CFT7455 prophylaxis
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 CFT7455 is a novel protein degrader that binds to cereblon
(CRBN) E3 ligase, creating a new surface on CRBN, resulting
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* Several lymphoma subtypes less
likely to benefit are excluded
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» The high CRBN binding affinity (IC50 = 0.9 nM) of CFT7455 h
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PRE-CLINICAL DATA: IN VIVO IN NHL * Patients must not be candidates for regimens known to provide clinical

enables rapid and deep degradation of IKZF1/3, resulting in Figure 5: CFT7455 Demonstrates Efficacy in ALCL, MCL, and DLBCL Xenograft Models benefit, defined as the requisite prior lines of therapy according to an
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