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SUPPLEMENTARY FIGURES AND TABLE

Supplementary Figure S1: ILKAP translocated to the nucleus after irradiation. For protein fractionation experiments, 
cells were plated 24 h prior to irradiation. At the indicated time points after irradiation, cells were lysed as described. Non-irradiated cells 
were used as controls. Detection of D1 integrin and Histone H3 were performed to confirm efficacy of fractionation. Western blots were 
evaluated using densitometric analysis. 

Supplementary Figure S2: ILKAP deletion reduced radiation-induced DNAPK phosphorylation. Densitometric analysis 
of Western blots in A172 and U87MG glioblastoma cells at indicated time points after irradiation with 6 Gy. ILKAP knockdown was 
performed with specific siRNA. Non-specific siRNA was used as control. Data are mean ± SD (n = 2; t-test; *P < 0.05, **P < 0.01). 
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Supplementary Figure S3: Schematic of ILKAP, p53 and DNAPK regulation of radioresistance in p53-wildtype 
glioblastoma cells. Under physiologic conditions integrin-associated signaling confers radioresistance by regulating the DNA repair 
protein DNAPK. ILKAP knockdown results in radiosensitization, whereas a combined inhibition of ILKAP and p53 has no effect on 
cellular radiosensitivity. Additional targeting of DNAPK restores the radiosensitizing effect, which can be observed after single ILKAP 
inhibition. 

Supplementary Table S1: List of Data sets included in Microarray analysis of PINCH1, ILK and 
ILKAP mRNA expression using the oncomine database (www.oncomine.org)
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