Supplementary Figure S2. Canonical Pathways
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Supplementary Figure S2. Schematic diagram showing the genes/pathways/bioFunctions associated with T2DM

We identified 214 DEGs from the trancriptomic data of liver tissue samples between ZDF and ZCL rats. Among these, 114 DEGs were reported
to be associated with T2DM, and 100 DEGs may be possible novel genes. These DEGs were invovled in 84 canonical pathways (p < 0.05) and
500 bio function items (p < 0.05), among which 6 canonical pathways and 238 bio functions were activated or inhibited (p < 0.05, Z-score # 0).
These bio function items and canonical pathways were closely involved in the pathogenesis of typical clinical indices of T2DM (e.g., hyperlipemia,
hyperglycemia and liver lesion).



