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Supp. Figure S1. Western blot analysis of all identified single amino acid deletions and missense mutations
overexpressed in HEK293T cells. TBK1 plasmids containing a missense mutation or a single-amino acid deletion
were transiently transfected in HEK293T cells. The p.Ser172Ala mutant (kinase dead, KD), generating a TBK1
protein lacking kinase activity and the Mock plasmid containing no TBK1, were used as negative controls.
Protein lysates of the TBK1 overexpression cells were used for western blotting with an antibody against TBK1
(Abcam, 1:1000, 84kDa) and GAPDH (Genetex, 1:10000, 37kDa) as a reference protein. TBK1 signals of the
mutant TBK1 plasmids were compared to wild type TBK1 (WT). p.Thr79del, p.Asp643del and p.Lys94Ser
showed near 50% reduced protein expression, probably due to protein instability. All other TBK1 mutations
were equally expressed as the wild type TBK1.



