Metabolic, biochemical and histopathological effects of long-term treatment with semaglutide in
the GAN diet-induced obese and biopsy-confirmed mouse model of NASH
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Figure 1. Semaglutide improves adiposity, hepatomegaly and glucose tolerance in GAN DIO-NASH mice. (A) Terminal body weight (g). (B) Whole-body fat tissue mass (week 12).
(B) Terminal liver weight (g). (D) Intraperitoneal glucose tolerance test (ipGTT, week 8) (E). Fed blood glucose (week 12). (F) Fed plasma insulin (week 12). ***p<0.001 compared to
DIO-NASH vehicle group (Dunnett’s test one-factor linear model).
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Table 1. Semaglutide improves plasma and liver biochemistry in GAN DIO-NASH mice.

Flgure 2. Sema.\glutlde improves liver h.|stopatholog|caI.NAFLD ACt'V_'ty Sco.re |r.| GAN D_IO'NASH rmce. Figure 3. Semaglutide improves quantitative liver histological markers in GAN DIO-NASH mice. Abbreviations: ALP, alkaline phosphatase, ALT, alanine aminotransferase; AST, aspartate
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