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gene-upregulatory histone marks in a way distinct from its influence on the gene-suppressive 
H3K27me3 mark. 

 
Figure 3. Differential histone modifications. Principal component analyses showing different profiles 
among three histone modifications (H3Ac, H3K4me3, and H3K27me3) and the four exposure groups. 
Axes showing % of variations. CC, controls; CS, diabetes exposed; HC, HF-diet exposed; HS, 
combination exposed. 

 
Figure 4. High fat and diabetes-induced genome wide differential histone marks. Heat maps showing 
read density along with corresponding mean density (tag/50 bp) plots in ±5 kb of any known 
transcriptional start site for H3Ac, H3K4me3, and H3K27me3 modifications clustered and visualized 
as four panels in the order of CC (control), CS (diabetes exposed), HC (diet exposed), and HS 
(combination exposed) from left to right. From the vertical view, clusters with the central density 
profile are located at the top, followed by clusters with peaks in the −5 kb region (marked within the 
black lines), those with peaks in the +5 kb region, those with diffuse read density, and those without 
significant read density.  


