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Back ro nd Figure 2: Administration of single agent BLU-945 100 mg/kg BID and BLU-701 30 mg/kg QD Figure 3: BLU-945 100 mg/kg BID + BLU-701 30 mg/kg QD exhibited marked antitumor
g U or BID showed prolonged tumor regression in EGFR L858R-driven treatment-naive PDX activity in the osimertinib-resistant EGFR L858R/C797S Ba/F3 CDX tumor model®
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