HDAC10 preserves genome stability by regulating PCM1 and p53 through chaperone-mediated autophagy
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Supplementary Figure 1. Endogenous HDAC10 is associated with mitotic chromosomes.
Representative immunofluorescence images of WT MEFs stained for endogenous HDAC10 (green) and DNA (Hoechst; blue), illustrating HDAC10 enrichment on mitotic chromosomes. (Scale bar, 10 μm.)

Supplementary Figure 2. Spermidine supplementation does not appreciably alter LAMP2A protein.
Representative immunoblots of LAMP2A and HDAC10 in WT and HDAC10 KO MEFs treated with spermidine at the indicated concentrations (10–1,000 μM) or maintained under control conditions. β-Actin served as the loading control.

Supplementary Figure 3. Genotoxic stress increases nuclear enrichment of HDAC10.
a Representative fluorescence images of HeLa cells expressing HDAC10–GFP (green), either untreated (NT) or treated with camptothecin (CPT; 2 μM). DNA was stained with Hoechst (blue). Scale bar, 10 μm. b Quantification of the nuclear-to-cytoplasmic HDAC10–GFP fluorescence intensity ratio. Data are presented as mean ± SD; statistical significance is indicated in the graph.

Supplementary Figure 4. Association between HDAC10 expression and pathological response to anthracycline treatment in breast cancer.
a ROC plot analysis settings used to evaluate the association between HDAC10 expression and pathological response to anthracycline treatment in breast cancer. b Summary of HDAC10 expression and statistical analysis in responders and non-responders. c Box plot showing HDAC10 expression in non-responders and responders. d Receiver operating characteristic (ROC) analysis of HDAC10 expression for pathological response to anthracycline treatment (AUC = 0.557, P = 0.0323).

Supplementary Figure 5. Association between LAMP2 expression and pathological response to anthracycline treatment in breast cancer.
a ROC plot analysis settings used to evaluate the association between LAMP2 expression and pathological response to anthracycline treatment in breast cancer. b Summary of LAMP2 expression and statistical analysis in responders and non-responders. c Box plot showing LAMP2 expression in non-responders and responders. d ROC analysis of LAMP2 expression for pathological response to anthracycline treatment (AUC = 0.567, P = 0.013).
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