Supplementary Figure Legends 
[bookmark: _GoBack]Fig. S1. The regulatory role of CK2α on YBX1 expression. a. Expression of p-YBX1 was measured by immunoblotting after treatment with CK2 inhibitor CX4945 for 72 h in SKOV3 cells. Actin staining is a loading control. p-YBX1 expression are standardized to the DMSO treatment. b. Transcriptional levels of CK2α and YBX1 were determined by qRT-PCR after the transfection with CK2α siRNA or YBX1 siRNA, or plasmids with HA-CK2α (WT) or HA-CK2α (K68M) for 48 h in cancer cell lines . The data represent the mean values (±s.d.) of three independent experiments (*p < 0.01, #p < 0.001).

Fig. S2. CK2α did not regulate the expression of YBX1 at post-transcriptional level. a. SKOV3 cells were transfected with scramble siRNA or CK2α siRNA for 36 h and then treated with cycloheximide (30 μg/ml) for 0, 1, 2 and 3 h to inhibit de novo protein synthesis. The percent of YBX1 protein remaining at each time point was calculated accordingly. The scramble siRNA served as a control. b. SKOV3 cells were transfected with HA-Ub and Myc-YBX1 plasmids together with scramble shRNA or CK2α shRNA for 48 h. Cells were treated with 10 mM MG132 for 6 h and cell lysate were then subjected to denatured immunoprecipitation and western blotting.

Fig. S3. Representative pictures of assays indicated in Fig. 3. a. Representative images of Fig. 3e. b. Representative images of Fig. 3g. c. Representative images of Fig. 3h. d. Representative images of Fig. 3i. e. Representative images of Fig. 3j.

Fig. S4. Interaction of CK2α and YBX1 in cancer cells. Ni-NTA pull-down assay was conducted in which his-YBX1 bound to Ni-NTA beads was incubated with recombinant CK2α.

Fig. S5. Overexpression of wild-type CK2α activated PI3K/AKT/mTOR pathway and rescued cell viability inhibited by YBX1 shRNA in SKOV3 cells. a. Immunoblotting demonstrated efficiency of YBX1 knockdown. GAPDH staining was a loading control. Stable YBX1 knockdown was performed by puromycin selection for 5 days followed by monoclonal cell lines constructing, resulting in substantial inhibition of YBX1. b. Immunoblotting evaluation of p-AKT, AKT, YBX1, HA-CK2α after the transfection with wild type CK2α or kinase dead mutation HA-CK2α (K68M) for 72 h in stable YBX1 knockdown cell line #1 (SKOV3). GAPDH staining was a loading control. c. Cell viability was measured after the transfection with wild type CK2α or kinase dead mutation HA-CK2α (K68M) for 72 h in stable YBX1 knockdown cell line #1 (SKOV3). Data were normalized to the vector, and represent the mean values (± s.d.) of quadruplicate cultures.
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