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CFT7455 Demonstrates Potent Antiproliferative

CFT7455 Treatment Shows Improved Survival in a CNS

Activity in PTCL, DLBCL and MCL Cell Lines

Introduction

DLCBL Model in Combination with Ibrutinib or Rituximab
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Figure 1. IKZF1/3 dependent lymphomas and mechanism of action for CFT7455
IKZF1/3 are essential transcription factors for differentiation of T and B lymphocytes. Modulation of
IKZF1/3 protein expression, genetically or by small molecule degraders, have demonstrated

* Combination of a low dose of CFT7455 with the HDAC inhibitor romidepsin
achieves tumor regression in Kl-JK and DL-40 models of ALCL

Figure 4: CFT7455 combination with ibrutinib shows synergistic activity in the TMD8 DLBCL
model. Low dose CFT7455 (30 pg/mk QD), 12.5 or 30 mg/kg QD ibrutinib treatment led to modest
tumor growth inhibition as single agents in the TMD8 model of DLBCL. Combination of the two agents 300 pg/ke
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* CNS-implanted OCI-LY10 DLCBL model showed improved survival with CFT7455 as
a single agent or in combination with ibrutinib or rituximab

ubiquitinated by the CRBN E3 ligase and degraded by the proteasome, resulting in the death of cells
dependent on IKZF1/3, including subsets of lymphoma and multiple myeloma.

B. CFT7455 enhances the activity of ibrutinib in a DLBCL model. Mice bearing established TMDS8
xenografts were administered CFT7455 (30 pg/kg/day) on a daily PO regimen and/or ibrutinib (12.5
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