Discovery of BTX-9341, a bifunctional degrader of CDK4 and CDKé for HR+/HER2- breast cancer
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BACKGROUND BTX-9341 exhibits rapid, potent and sustained CDK4 and

BTX-9341 potently inhibits downstream signaling and cell proliferation /in vitroin HR+/HER2- BC cells and CDK4/é6i resistant cells
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