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Figure S1 

 

U0126 treatment inhibits FGFR3-dependent activation of RSK2. Ba/F3 cells stably 

expressing FGFR3 TDII and myc-tagged RSK2 WT or ∆C20 mutant were cultured in the 

presence of aFGF with withdrawal of IL-3 and serum for 4 hours. Cells were treated with 

U0126 (10µM) for 90 min prior to harvest of cell lysates. Upper: Immunocomplexes of 

myc-tagged RSK2 variants were isolated and incubated with equal amount of S6-peptide 

and [γ-32P] ATP. The phosphorylation of S6 peptide was normalized to readings from 

reactions using myc-immunocomplexes from cells stably expressing FGFR3 TDII alone 

in the absence of U0126 (0.0), and cells co-expressing TDII and myc-RSK2 WT in the 

absence of U0126 (1.0). The data were presented as mean+/-SD (n=3). Lower: Parallel 

immunoprecipitation and Western blotting results confirmed equal amounts of myc-

RSK2 proteins in each kinase reaction.  

 

  

 


