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Supplementary Material

Supplementary Figure: Heatmap of 50% inhibitory concentration (IC, ) values after 1-h treatment

with PF-07799933 or comparator RAF inhibitors in a panel of BRAF-mutant/WT cell lines
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IC,, values derived from dose-response curves measured by In-Cell Western for inhibition of phospho-ERK. Data are representative of 2 or 3 indepen-
dent experiments and are averaged over 3 technical replicates. BRAF=B-type RAF proto-oncogene; IC=inhibitory concentration; INDEL=insertion/deletion;
NRASmM=NRAS mutant; WT=wild type
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