Clinical activity of lirafugratinib (RLY-4008), a highly selective FGFR2 inhibitor, in patients with advanced FGFR2-altered
solid tumors: the ReFocus study
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KEY RESULTS

Table 1: Baseline demographics and tumor characteristics (patients with solid tumors) Table 2: Efficacy by FGFR2 oncogenic alteration Durable responses in heavily pretreated HR+ HER2- breast cancer with FGFR2 alterations
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