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Table S1. Mutational analysis performed on PF130 cell line. Gene mutational status was analyzed by NGS. TERT promoter
and ALK mutation were analyzed with Sanger sequencing.

Gene PF130 cell line

MAP2K1 ¢.303_310del8insGln
BRAF WT
GNAQ WT
HRAS WT
TERT WT
PTEN WT
MAP2K2 WT
MITE WT
SMARCA4 WT
CTNNB1 WT
BAP1 WT
NRAS WT
GNA11 WT
RAC1 WT
CDKN2A WT
TP53 WT
PIK3R1 WT
ARID2 WT
EZH2 WT
FBXW7 WT
SF3B1 WT
KIT WT
NF1 WT
CDK4 WT
PIK3CA WT
ARID1A WT
IDH1 WT
KRAS WT
TERT promoter WT

ALK (Exone 20-25) WT
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Figure S1. ERK activation and MEK phosphorylation after MEK inhibitor treatments. MEK phosphorylation (SER217/221)
and ERK activation were measured after treatment with trametinib (0.3 uM), MAP855 (0.5 uM) or selumetinib (0.5 uM)
for 2 hours. Densitometric analysis of pMEK and pERK levels were normalized to the expression levels of B-tubulin and
expressed as fold change compared to untreated controls. Bars represent means +SE from three independent experiments.
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Figure S2. Blots showing all the bands with molecular weight markers for figure 3A. PVDF membranes were cut in the
line of the 70kDa marker before staining with B-Tubulin antibody.



Figure S3. Blots showing all the bands with molecular weight markers for figure 3B. PVDF membranes were cut in the
line of the 70kDa marker before staining with pERK, pMEK or B-Tubulin antibodies.



