Legends to Supplement Figures
[bookmark: _Hlk114486298][bookmark: _Hlk114486343][bookmark: _Hlk115247337]Figure S1.  Effect of docetaxel on NAC1 accumulation in the cytoplasm of ovarian cancer cells.   (A). A2780 cells were treated or untreated with docetaxel (1 μM) for 24 h.  At the end of treatment, endogenous NAC1 protein in the nuclear and cytoplasm was detected by Immunofluorescence and Western blot.  (B). Top, the potential NES(s) in NAC1.  Bottom, HEK-293T cells transfected with GFP-NAC1 ΔNES plasmid were treated or untreated with docetaxel (1 μM) for 24 h.  At the end of treatment, Immunofluorescent detection of exogenous NAC1 protein was carried out using an anti-GFP antibody and Alexa Fluor 488 Goat anti-rabbit secondary antibody (Green).  Blue, cells were counterstained with DAPI.  The scale bar represents 20 μm.  (D). HEK-293T cells were transfected with GFP-NAC1 or GFP-NAC1ΔNES plasmids respectively and treated with docetaxel. The lysates of these cells were immunoprecipitated with a control IgG or anti-GFP (right) antibody.  The immunoprecipitates and input were examined by immunoblotting with the respective antibodies.

[bookmark: _Hlk114498999][bookmark: _Hlk115420224][bookmark: _Hlk116372197]Figure S2.  Inhibition of the nuclear-exported NAC1 leads to a delay in exit from mitosis.  (A).  ES-2 cells were transfected with Flag-NAC1ΔNES or Flag-NAC1 plasmids and synchronized to M phase by using “thymidine/nocodazole block”, then cell cycle was analyzed by flow cytometry.  (B).  Cell cycle of Flag-NAC1ΔNES or Flag-NAC transfected cells was analyzed statistically.   (C).  ES-2 cells were transfected with Flag-NAC1ΔNES or Flag-NAC1 plasmids, after Thymidine-Nocodazole treatment and release, mitotic spindle formation was assessed by Immunofluorescence by using pericentrin (centrioles; red) and α -tubulin (microtubules; green) antibodies at indicated time points.  Blue, cells were counterstained with DAPI.  The scale bar represents 20 μm.  (D). ES-2 cells were transfected with Flag-NAC1ΔNES or Flag-NAC1 plasmids and synchronized to M phase by using “thymidine/nocodazole block”, phosphor-histone H3 proteins were examined by Western blot.  (E).  ES-2 cells were transfected with Flag-NAC1ΔNES or Flag-NAC1 plasmids and synchronized to M phase by using “thymidine/nocodazole block”, then treated with 50 μg/ml cycloheximide (CHX) and harvested at different time points. Cyclin B1 proteins were examined by Western blot. *, p < 0.05; **, p < 0.01.

Figure S3. Inhibition of the nuclear-exported NAC1 abolishes Cyclin B1 ubiquitination.  HEK-293T cells were transfected with HA-Ub, Myc-Cul3, Flag-Cyclin B1, and GFP-NAC1 or GFP-NAC1ΔNES plasmids for 24 h, exposed to Docetaxel (1 μM) for 24 h, and then treated with 10 μM MG132 for another 6 h.  Cell lysates were immunoprecipitated with an anti-Flag beads and then immunoblotted (IB) for HA.

[bookmark: _Hlk115188425][bookmark: _Hlk115188864][bookmark: _Hlk115190440]Figure S4.  Inhibition of the nuclear-exported NAC1 enhances the cytotoxic activity of docetaxel in vitro.  (A). NAC1-shRNA A2780 cells were transfected with shRNA-resistant NAC1, NAC1L→A or GFP-NAC1ΔNES -expressing plasmids for 24 h, followed by treatment with the indicated concentrations of docetaxel for 24 h, cell viability was determined by MTT assay.  (B). ES-2 cells (NAC1 low expression) were transfected with Flag-NAC1, Flag-NAC1ΔNES and Flag-NAC1L→A plasmids for 24h, followed by treatment with docetaxel for 24 hours, cell viability was determined by MTT assay.  (C-D). NAC1-shRNA A2780 and ES-2 cells were subjected to treatment as described earlier.  Apoptosis was determined by Western blot analysis of cleaved-Caspase3 and cleaved-PARP. *, p < 0.05; **, p < 0.01.

Figure S5. Uncropped blots for experiments presented in the figures. (A). Immunoblots of cropped blots as shown in Fig1C.  (B). Immunoblots of cropped blots as shown in Fig. 1D.  (C). Immunoblots of cropped blots as shown in Fig. 1H.  (D). Immunoblots of cropped blots as shown in Fig. 2D.  (E). Immunoblots of cropped blots as shown in Fig. 2E.  (F). Immunoblots of cropped blots as shown in Fig. 3A. (G). Immunoblots of cropped blots as shown in Fig. 3B.  (H). Immunoblots of cropped blots as shown in Fig. 3C.  (I). Immunoblots of cropped blots as shown in Fig. 3D.  (J). Immunoblots of cropped blots as shown in Fig. 3E.  (K). Immunoblots of cropped blots as shown in Fig. 3F.  (L). Immunoblots of cropped blots as shown in Fig. 4A. (M). Immunoblots of cropped blots as shown in Fig. 4B.  (N). Immunoblots of cropped blots as shown in Fig. 4C.

Figure S6. Uncropped blots for experiments presented in the figures. (A). Immunoblots of cropped blots as shown in Fig. 4D.  (B). Immunoblots of cropped blots as shown in Fig. 4E.  (C). Immunoblots of cropped blots as shown in Fig. 5C. (D). Immunoblots of cropped blots as shown in Fig. 5D.  (E). Immunoblots of cropped blots as shown in Fig. 6B.  (F). Immunoblots of cropped blots as shown in Fig. 6D. (G). Immunoblots of cropped blots as shown in Fig. S1A.  (H). Immunoblots of cropped blots as shown in Fig. S1C.  (I). Immunoblots of cropped blots as shown in Fig. S2D.  (J). Immunoblots of cropped blots as shown in Fig. S2E.  (K). Immunoblots of cropped blots as shown in Fig. S3.  (L). Immunoblots of cropped blots as shown in Fig. S4C.  (M). Immunoblots of cropped blots as shown in Fig. S4D. 
