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Supporting Information    

 

Figure S1: Generation of ILK E359K mutant mouse. Scheme of the murine ILK locus with black 

rectangles indicating exons. The indicated point mutation in exon 11 was generated in a PAC (P1 artificial 

chromosome)-derived fragment of the ILK locus by site-directed mutagenesis. A neomycin selection 

cassette (neo) flanked by loxP sites (triangles) was introduced into the 3’ untranslated region of exon 13 to 

select for positive homologous recombinant R1 embryonic stem (ES) cell clones. Correct homologous 

recombination was tested by Southern blotting of EcoRV-digested genomic DNA with an external probe, 

which binds to a 9 kB fragment in wild-type (ILK+) and 5 kB fragment in correctly targeted neo-positive 

knock-in (ILKki, neo) alleles. Cre recombinase-mediated excision of the neo-cassette results in a neo-

negative knock-in E359K allele. 

 

Figure S2: ILK mutants differentially express β-parvin. Top panel.  Immunoblots for β-parvin, were 

performed on total cell lysates of CD cells expressing comparable amount of WT, K359K, PBS, and K220M 

ILK. Bottom panel. Cell lysates from the cells indicated were immunoprecipitated with anti-FLAG 

antibodies and blotted for β-parvin. 

 

Figure S3: MD simulation ILK mutation hydrogen bond list. Native (unshaded) and solvent (grey 

shaded) hydrogen bonds to specific mutant residues were compare to wild type for E359K (A), PBS (B), 

and K220M (C). 

 

Figure S4: ILK-Parvin contacts. ILK-parvin atomic contacts were recorded per MD frame during the 100 

ns trajectory. The hydrogen bond occupancy was calculated for individual mutations relative to WT 

(bottom).  

 



Figure S5: ILK electrostatic and contact surface comparison. Parvin contact maps (left panels) were 

generated and compared to electrostatic surfaces (center panels) and principle component histograms of the 

first 3 PCs (right panels) for WT (A), E359K (B), PBS (C), and K220M (D) mutations. A principle 

component analysis (PC) was employed to monitor mutation induced changes to internal dynamics. The 

first three PCs were depicted as normalized histograms, where the eigenvalues—i.e. the weight of each 

PC—are plotted along the ordinate. 

 


