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Supplementary Figure S1. Impact of MET mutation and concurrent genetic mutations on clinical outcome of
advanced endometrial cancer. (A) Crosstalk between c-MET and other membrane receptors activated important
downstream signaling. (B~D) Kaplan-Meier curves for overall survival were analyzed among MET wild type and MET
mutant patients with or without concurrent EGFR (B), ERBB2 (C), or KDR (D).



