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Brigatinib vs Crizotinib in ALK TKI-Naive ALK+ NSCLC: Final Results From ALTA-1L
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Figure 1. Final Systemic PFS
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Table 1. Subsequent Anticancer Therapies
Brigatinib
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2 Brain metastasis presence at baseline based on investigator assessment

— 23/65 patients (35%) remained on brigatinib up to study end
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