Quantitative profiling of signaling pathways using immunoathnity purification and LC-MS/MS
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PhosphoSitePlus® (www.phosphosite.org). Node colors and shapes denote different protein classes. Edge color denotes interaction type. Figure 3: Ser/Thr Kinase and Tyr Kinase targets mapped onto the human kinome tree. Yellow highlighting indicates kinases for which pathways is desired.

peptides are identified using the reagents. Tyr Kinase coverage is shown in the inset (“TK").
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