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SUPPLEMENTARY FIGURES: 
 
 
Supplementary Fig 1.

Supplementary Figure 1.  LR mutation uncouples Fgfr2 from Frs2α recruitment and tyrosine 
phosphorylation.  NIH-3T3 cells stably expressing chimeric receptors composed of the extracellular 
domain of TrkA connected to the transmembrane and cytoplasmic domain of Fgfr2 were used in order to 
avoid the activation of endogenous FGF-receptors that are expressed in these cells (A & B). A FLAG tag 
was inserted to the c-terminal end of the receptors.  Serum starved NIH-3T3 were stimulated with NGF 
for 10 minutes at 37ºC.  The cell lysates were subjected to immunoprecipitation with anti-FLAG-tag 
antibodies (A) and anti-Shc antibodies (B) followed by immunoblotting with anti-pTyr antibodies.  
Tyrosine phosphorylation of Fgfr2 kinase, Frs2α (A) and Shc (B) in lysates from NIH3 cells expressing 
WT and Fgfr2-LR are shown. As a control blots were also probed with anti-FLAG (A) and anti-Shc (B) 
antibodies. Note the abrogation of tyrosine phosphorylation Frs2α but not Shc in cells expressing Fgfr2-
LR. 


