confirmed GAN DIO-MASH mouse model
‘ Study design
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(GAN) diet-induced obese, biopsy-confirmed mouse
model of MASH, and compared these findings with
clinical observations.

Methods

Figure 1. Study outline.

‘ Plasma biomarkers upregulated by disease and reversed by semaglutide

+ Terminal morphometric image analysis

Figure 2. 12-week semaglutide improves markers in GAN DIO-MASH mice. (A) Terminal body weight. (B)
Liver weight. (C) Liver glycogen. (D) Plasma alanine transaminase (ALT) and aspartate aminotransferase (AST).
(E, F) Plasma and liver triglycerides and total cholesterol. Data are presented as mean + SEM. ** p<0.01,
***1<0.001 vs. Vehicle DIO-GAN-MASH mice (one-way ANOVA with Tukey's multiple comparisons test).

‘ Plasma biomarker roles in MASH pathogenesis

Figure 3. 12-week semaglutide improves MASH histological markers in GAN DIO-MASH mice. (A-E) Histopathological scores. (A) NAFLD Activity Score (NAS). (B) Steatosis
score. (C) Lobular inflammation score. (D) Ballooning degeneration score. (E) Fibrosis stage. **p<0.01, ***p<0.001 vs. Vehicle GAN-DIO-MASH mice (Fisher’s exact test). (F-L)
Quantitative histology (%-area of staining) determined by Al-assisted (GHOST) and conventional image analysis. Data were adjusted for %-area of steatosis (HE-staining). (F)
Liver lipid (HE). (G) Galectin-3. (H) Alpha-smooth muscle actin (a-SMA). (1) Picro-Sirius red (whole-section PSR). (J) Periportal fibrosis (PSR). (K) Sinusoidal fibrosis (PSR). (L)
Collagen-1a1. Data are presented as mean + SEM. *p<0.05, **p<0.01, ***p<0.001 vs. Vehicle GAN-DIO-MASH mice (one-way ANOVA with Tukey's multiple comparisons test.

‘ Plasma biomarker-histology correlations
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