

Supplemental 1 Fig. Early expression of slincRAD is required for adipocyte differentiation of 3T3-L1 cells.
(A) Increased nuclear accumulation of slincRAD RNAs was revealed from day (-2) to day (+4) of differentiation. RNA FISH was performed in WT cells, using a set of slincRAD-targeting probes. Cells were visualized with confocal microscope. Representative images were shown. Red, RNA FISH signals; blue, DAPI co-staining. Scale bar, 50 µm. (B) Analysis of the cellular fractions. 20 μg of extracted proteins from whole cells, cytoplasmic fraction, nuclear fraction, nucleoplasmic fraction and nucleolar fraction were loaded on a 12% polyacrylamide gel, and separated in one dimensional electrophoresis. Coomassie blue staining (R250) was performed. The position of Nucleomin and histones is indicated. (C) RNA-FISH shows the effectof slincRAD knockdown. RNA-FISH was performed in WT and slincRAD KD-8 cells. Fluorescent images were taken and analyzed using Columbus Image Data Storage and Analysis System (Perkin Elmer). Scale bar, 10 µm. T test; n ≥ 3; **, p < 0.01; ***, p < 0.001. (D) The effects of slincRAD knockdown on lipid production. MDI induction was performed in WT and slincRAD KD-8 and -9 cells. On day (+4) of the differentiation, cellular lipid was assessed by Bodipy staining. Quantitation assay was performed using an Operetta High Content Screening and Analysis Reader (Perkin Elmer). Green, cellular lipid stained by Bodipy; blue, nuclei stained by Hoechst 33342. Scale bar, 50 µm.
Supplemental 2 Fig. slincRAD participates in DNA methylation by interacting with DNMT1.
(A) By means of LC–MS/MS, the ratio of m6A/A was quantified with genomic DNAs extracted from WT, slincRAD KD-8 and DNMT1 KD cells. DNMT1 KD cells were used as a positive control. (B) Effect of slincRAD knockdown on the expression of DNMT family members. Left panel, RT-qPCR analysis of the level of DNMT1, DNMT3a and DNMT3b were determined in slincRAD KD-8 cells, presented in relative to that of WT cells. Data were normalized to β-actin and presented as mean ± 3S.E.M. Right panel, western blot of DNMT1 protein. -actin was included as loading control, n = 6. (C) Distribution of nucleolar marker protein BrdU, PCNA, FBL and Nucleomin. Immunostaining was performed in synchronized WT cells, with anti-PCNA, anti-FBL, anti-Nucleomin and anti-BrdU antibodies. BrdU (green) round the nucleolus in S and G2 phase, and accumulation of PCNA (green) appears exclusively in S phase. Scale bar, 10 µm. 
Supplemental 3 Fig. Epigenetic regulation of clonal expansion by slincRAD and DNMT1
(A) Functional enrichment analysis of differentially regulated genes by slincRAD knockdown on day (+2). Top, the 10 most enriched GO items. Bottom, the most enriched pathway terms. p-value indicates the significance of the enrichment. The lower the p-value, the more significant the GO term. (B) Promoter methylation of cell cycle-related genes. With pre-adipocytes and adipocytes/CE, heat-map analysis was performed to examine the changes of promoter methylation for a set of cell cycle-related genes. The image was generated using Heatmap Illustrator. Red, hypermethylated genes; green, hypomethylated genes. (C) Enrichment analysis of slincRAD RNAs. Using two sets of biotinylated slincRAD ODD- and EVEN- probes, slincRAD transcripts were purified from WT cells in CHIRP. RT-qPCR assay was performed to confirm the specificity of slincRAD pulldown, by means of two independent primer sets (slincRAD-51, slincRAD-71). Sequences against Ophiocordyceps Sinensis 28s rRNA was used as a control. GAPDH was included to evaluate unspecific RNA binding. Data are presented as mean ± 4S.E.M., n = 4.
Supplemental 4 Fig. slincRAD promotes clonal expansion
(A) By means of FACS assay, cycling profiles were obtained for WT, slincRAD KD-8, and -9 cells. (B, C) Selection of siRNAs against DNMT1 or p21 by qPCR. Data were normalized to β-actin. Scrambled siRNA (NC-siRNA) was used as a control to compare with the relative expression of mRNA treated with siRNAs against DNMT1 or p21. p21-siRNA-1, -2, -3 and DNMT1-siRNA-1, -2, -3 are three siRNAs against different sites of p21 and DNMT1 transcript. Data are presented as mean ± 3  S.E.M. siRNA sequences were listed in Supplemental table S1. n = 2. (D) Effect of DNMT1 or p21 knockdown on lipid production. In WT, slincRAD KD-8 and -9 cells, gene silencing of DNMT1 or p21 was performed, followed by induced differentiation and Bodipy staining. The amounts of cellular lipid were examined using a Columbus Image Data Storage and Analysis System (Perkin Elmer). Green, lipid staining with Bodipy; blue, Hoechst. Scale bar, 50 µm.
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