Discovery of BTX-10908, a first-in-class, orally bioavailable SOS1 bifunctional degrader,
for the treatment of RTK- and KRAS-driven tumors

Kyle Begovich'!, Angela Schoolmeesters', Elena Martinez-Terroba' Navin Rajapakse’, Qiao Liu', Arvind Shakya', Akinori Okano', Venkat Mali', Shenlin Huang', Aparajita Chourasia', and Leah Fung’
Abstract #: 6056 'Biotheryx, Inc., San Diego, CA Contact: Kyle Begovich, kbegovich@biotheryx.com

BTX-10908 demonstrates rapid, selective and mechanism-

BTX-10908 exhibits antiproliferative activity /n vitro and in xenograft models
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