Characterization of BTX-92341, a bifunctional degrader of CDK4 and CDKé for HR+/HER2- breast cancer and
glioblastoma multiforme

Hannah Majeski, Kirti Chahal, Angela Pasis, Casey Carlson, Qiao Liu, Arvind Shakya, Akinori Okano, Shenlin Huang, Aparajita Hoskote Chourasia* and Leah Fung * (*co-last authors)
Biotheryx, Inc., San Diego, CA Abstract # 3111

BACKGROUND BTX-9341 degrades CDK4 and CDK6 with minimal off-target

. : BTX-9341 exhibits strong synergy with SERDs fulvestrant and camizestrant in HR+ T47D cells andT47D cells resistant to palbociclib
binding or degradation
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