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Figure 1. Differential pattern of relapse across the ICs [2-3]. TNBC: triple-negative breast cancer. Figure 4. Distribution of density of all cell-types across FGF1/7-FGFR1 interaction (left) and & winu s , @ ’(0 m e n organizers.
Figure 8. Co-localization analyses revealed compartmentalized and mixed tumors.

FGFR1 copy number status (right) groups.
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