BLU-945, a highly potent and selective 4t"-generation EGFR TKI for the treatment of
EGFR+/T790M/C797S resistant NSCLC
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Backaround BLU-945 inhibits EGFR+/T790M/C797S driven pathway activation Figure 4: In an (A) osimertinib-resistant EFGR ex19del/T790M/C797S patient-derived cell line BLU-945 demonstrates intracranial activity when administered orally
g Table 2: BLU-945 potently inhibits EGFR+/T790M/C797S and EGFR+/T790M autophosphorylation xenograft (PDCX) model, (B) oral administration of BLU-945 led to signiﬁcant tumor regression

Figure 6: Oral administration of BLU-945 100 mg/kg resulted in intracranial activity in a

. i i rd_ i i i i hibi NCI-H1975 L858R/T790M-luc intracranial model
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(TKI), has favorably impacted the treatment of patients with EGFR-driven non-small cell lung ST - R Tl T H Gefitinib [l Osimertinib ! Vehicle BLU-945 Osimertinib
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« The C797S mutation is the most frequent on-target resistance mechanism to osimertinib and [ T T T T | B 40 -
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Figure 5: BLU-945 showed significant tumor regression in combination with osimertinib (A) ..
Ba/F3 ex19del/T790M/C797S Ba/F3 L858R/T790M/C797S
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BLU-945 has antitumor activity on EGFR+/T790M and allelic heterogeneity pathway inhibition and antitumor activity at well-tolerated doses in the
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