Development of bifunctional CRBN-SOS1 degraders for treatment of mutant KRAS cancers
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BACKGROUND BTX-B01 & BTX-D02 are rapid and potent degraders of SOS1

MIA PaCA-2 (KRAS G12C, PDAC)

SOS1 degraders exhibit antiproliferative activity /n vitro and in xenograft models

« SOS1 is a GEF which converts SOS1 degraders display CRBN-dependent functional activity IC., values for KRAS cell panel (in vitro) BTX-B01 reduces tumor growth in KRAS G12C xenograft models: H358 & MIA PaCa-2
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CONCLUSIONS
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