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S5 Fig. (A) CK2 inhibition substantially reduced BIRC6 protein. MYL-R cells were treated with CX-4945, a small molecule
inhibitor of CK2, in a time-course manner and cells harvested after 24, 48, and 72 hours. Immunoblot analyses were performed
to examine BIRC6 protein and activation level of a validated CK2 substrate (phospho-IF2p). (B) BIRC6 was
immunoprecipitated from lysates of MYL-R cells. The supernatant and beads-only lanes showed no BIRCG6 protein as
determined by immunoblot analysis, and (C) CK2 co-immunoprecipitated with BIRC6. CK2a, was present in the BIRC6 IP but
not in the beads-only control. (D) Baseline CK2 activity is the same in both MYL and MYL-R cells. MYL and MYL-R cells
were lysed and immunoblot analyses performed to determine the activity level of CK2 (phospho-CK2p) and the level of active
CK2 substrate (phospho-EEF1D). The data showed that CK2 activity was the same in MYL and MYL-R cells.



