NX-5948, a Selective Degrader of BTK With Activity in Preclinical Models of Hematologic
and Brain Malignancies
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BACKGROUND RESULTS (continued)
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o NX-5948 catalyzes the degradation of 50% (DCg,) of (A) cellular WT BTK at 0.32 nM and (B) cellular C481S-mutated P - -
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