
 
 
 
Figure S1. Identification of CFTR SNPs in CFBE41o- and HBE41o- cell lines. (A and 
B) Blind-PTM identifies SNP rs213950 in CFBE41o- cells, whereas forward search against 
current Uniprot releases (04-2012 to 06-2016) would indicate a mass similar to 
phosphorylation of the adjacent residue, Ser466. (C) RT-PCR and sequencing of the PCR 
product confirms presence of SNP rs213950 in CFBE41o- and HBE41o- cells.  
[Figure and legend continues, next page].  
 



 
 
 
Figure S1, continued: (D) Modified CFTR spectra identified with Blind-PTM and binned by 
mass shift. Possible interpretation of several mass shifts is indicated. Data represent 
independent biological replicates (∆F508, n=17; wt, n= 14). 

 
  



 
 
Figure S2. Balanced SILAC approach. Outline of experimental and computational 
approach.  
 
  



 

 
       

Figure S3. Kinase families in the CFTR interactome. The graph shows the kinase 
families and number of identified individual members (in parentheses) in the CFTR 
interactome (30). . 

 
 
 
 
 
 
 
 
 
 
 
  



 

 
 

Figure S4. CK2α knockdown. Relative CK2α protein abundance in CFBE41o-cells upon 
control or shRNA-mediated knockdown with a CSNK2A1-specific shRNA. Data are mean 
± S.D. of three independent biological replicates per treatment. Unpaired t-test: ****P < 
0.0001. 
 
 
 

 
 
Table S1. Identified phosphopeptides. Given are sequences with PTM site position, A-
score value for phosphorylation site, Xcorr and ∆Cn values as well as mutations occurring 
in CF patients and their clinical significance (if any). Table summarizes n= 90 independent 
biological experiments. 
 
 



 
 
Table S2.  CFTR ubiquitination and methylation sites identified in the forward search. 
Given are identified peptide sequences, PTM site, mutations occurring in CF patients and 
their clinical significance. Table summarizes n= 90 independent biological experiments. 
 
 
 
 
 
 
 


