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CFT7455 Displays High Affinity CRBN Binding CFT7455 is More Potent and Efficacious Than

Introducti CFT7455 Effectively Degrades IKZF1 Leading to
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Downregulation of IRF-4, Cyclin D1 and E2F1 in MCL model
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Figure 3: CFT7455 displays potent anticancer activity in a wide spectrum of lymphoma cell lines
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