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Figure 2. SEM and TZP alleviates the NAFLD and liver fibrosis (A) HE staining. (B) NAS score including (A) Venn diagram of overlap genes in SEM and TZP treatment groups. (B) Hierarchical heatmap. (C) KEGG S'gn‘"_"“r_lg’ and other mflammatory pathV\./c"?lyS compar_ec_l to their corresponding O!'etary
steatosis, ballooning and inflammation. (C) Sirius Red staining. (D) Liver fibrosis score. Mean + SEM. pathway enrichment analysis of the top up-regulated (upper) or down-regulated (lower) pathways. restriction controls. This suggests additional beneficial effects beyond food intake
*p<0.05, **p<0.001, ***p<0.0001, compared with Model group. regulation for SEM and TZP.
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