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have different signaling pathways driving their growth and transformation. Phosphotyrosine profiling of these cell lines with tandem mass tag (TMT) quantifica-

tion revealed clear quantitative differences in phosphorylation. successfully identifying their activated signaling pathways. Figure 5. Experimental flowchart. Cell lysates were prepared from RTK inhibitor treated and untreated cell lines, proteins were digested with trypsin,
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