CBP-8008: A first-in-class targeted pan-Bet protein degradation therapy using bi-specific XDC (Bi-XDC) conjugate for TNBC and mCRPC -
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Introduction Results and Discussions
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Figure 2. Proposed Mechanisms of Action of CBP-80088 Preliminary preclinical assessment has validated its MOA, favorable safety profiles and efficacy in receptor-expression positive CDX/PDX models, particularly in TNBC and mCRPC models. 117033. 8. Chemical Biology, 2021, vol. 9.
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