Characterization of BTX-92341, a bifunctional degrader of CDK4 and CDKé for HR+/HER2- breast cancer
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BTX-9341 degrades CDK4 and CDKé with minimal off-target BTX-9341 induces tumor regression in breast cancer

BACKGROUND

BTX-9341 downregulates E2F target genes and pRb in a rapid and sustained manner
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