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
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Figure 5: BLU-945 showed significant tumor regression in combination with osimertinib (A) . A
Ba/F3 ex19del/T790M/C797S Ba/F3 L858R/T790M/C797S
or (B) gefitinib, in a NSCLC PDX (ex19del/T790M/C797S) model with EGFR amplification and In preclinical models, BLU-945 demonstrated potent, robust EGFR
BLU-945 has antitumor activity on EGFR+/T790M and allelic heterogeneity pathway inhibition and antitumor activity at well-tolerated doses in the
* BLU-945 activity on EGFR mutants and EGFR wild-type (WT) was tested in biochemical assays EGFR+/T790M/C797S driven cancers - PDX (ex19del/T790M/C797S) model developed from patient with NSCLC (poorly-moderately NCI-H1975 CDX model and osimertinib-resistant CDX and PDX models
and cellular phosphorylation-specific EGFR Alphalisa assays Figure 3: Oral administration of BLU-945 showed significant tumor regression in differentiated adenocarcinoma) who progressed through >5 lines of therapy, including of NSCLC
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BLU-945 is a highly potent and selective EGFR+ T790M/C797S inhibitor monotherapy and/or combination therapy in the clinical setting
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