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A, Images of ORO-stained Huh7 cells. B, Dotplots of Abs492 nm of ORO
extracted from Huh7 cells after 24 h BSA-OA:PA exposure. Each dot
indicates a well. Each dot is one well of a 96-well plate. * P < 0.05,
Student's t-test. C, Induction plot. No significant interactions were
identified. Two-way analysis of variance test.
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3. Ablation of hepatic Ybx1 suppresses hepatic steatosis without After treatment, cells were fixed in 4%
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with freshly diluted and filtered ORO (dissolved in 2-
propanol) for 30 m. Finally, cells were washed twice
with ddH20 to remove unincorporated ORO.
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(Echo) at 10x and 20x magnification. SMARCE1, CEBPA, and YBX1 interact in different nutrient scenarios.
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Data analysis: de Jong, YP, and Ersoy, BA. (2024). Ybx1 guides C/EBPa and cBAF chromatin-
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A, Liver-to-body weight ratio in DIO mice of given genotype. B, Representative images of H&E-stained liver were plotted with R using the ggplot2 package. - : - : :
sections from DIO mice. C, Biochemical analysis of whole liver and D, plasma lipids from DIO mice. For A,C, R Statistical analysis was done with R. hepatocytes' bioRxiv. do: https.//d0|.org/10. 1101/2024.10.25.620017.

and D, *P value <0.05, ** < 0.01, Student’s t-test. (Preprint)



