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Models of Triple-Negative Breast Cancer
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Efficacy of INCB054828 in PDX Models of Relapsed INCB054828 Inhibits Murine 4T1 Breast Cancer Cells
and Refractory TNBC In Vitro and in Syngeneic Tumor Models
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of triple-negative breast cancer (TNBC) has revealed recurrent genetic alterations in FGFR1 and FGFR2 genes.! In addition, a rare gene fusion
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involving FGFR3 has been identified in a TNBC clinical specimen and cell line.?2 Furthermore, CAL-51 cells have been demonstrated to be G_sitiii ® 4 Coples FGFR1 6 Coples FGFR1 INCB054828
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sensitivity to a standard dose of INCB054828. In summary, these results demonstrate that the FGFR1/2/3 inhibitor INCB054828 is highly active C Cellular Activity g =~ cKi E 2007 5 - 01 mn;?kgg o E el 8'33 m%kg
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