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Genomic plasticity afforded by ecDNA enables rapid resistance to targeted therapy BBI-355 is being evaluated in the Phase 1/2 BBI-355-101 (POTENTIATE) clinical trial (NCT05827614)
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Pre- and post-treatment tumor biopsies were evaluated for pharmacodynamic modulation of CHK1 via immunohistochemistry. Induction of pCHK1-5345
staining (brown nuclei) following treatment with BBI-355 demonstrates CHK1 inhibition in tumor cells. The pCHK1-5345 H-score (inset graph) showed
marked increase in the tumor sample after BBI-355 treatment.

BBI-355 overcomes rapid resistance to targeted therapy in EGFR

amplificationinduced by ecDNA.
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