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Comparable biopsy-confirmed NALFD Activity Scores
in ob/ob-NASH mice fed AMLN or GAN diet

Comparable liver transcriptome changes in
ob/ob-NASH mice fed AMLN or GAN diet

Comparable liver histopathology in
DIO-NASH mice fed AMLN or GAN diet
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Figure 1 | Study 1 | Metabolic

B) body composition, C) terminal liver weight (week 16), D) ipGTT, E) AUC

parameters in ob/ob mice fed AMLN (AMLN
ob/ob-NASH) or GAN (GAN ob/ob-NASH) diet for 16 weeks. A) Body weight gain,

(0-

glucose

180 min), F) plasma insulin (0, 15, 30 min). ipGTT was performed in week 7 of the
dieting period. *p<0.05, **p<0.01, ***p<0.001 vs. chow-fed C57BL/6J (chow C57)

control mice.

Comparable quantitative histopathological changes in
ob/ob-NASH mice fed AMLN or GAN diet

of differentially regulated candidate genes associated with NASH and fibrosis.

High rates of bridging fibrosis in ob/ob-NASH mice
fed AMLN or GAN diet for extended periods

mice), AMLN (AMLN DIO-NASH, n=30 mice) or GAN (GAN DIO-NASH, n=30
mice) diet for 28 weeks. Histopathological scores of steatosis (A), lobular
inflammation (B), hepatocyte ballooning (C), composite NAFLD Activity Score
(NAS, D), and fibrosis (E). Fractional (%) area of collagen-1al (F). ***p<0.001
vs. chow-fed C57BL/6J mice.
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* The clear metabolic and histopathological hallmarks of fibrotic
NASH in ob/ob-NASH and DIO-NASH mice fed the GAN diet
highlight the suitability of this model for characterizing novel drug
therapies for NASH.

Figure 2 | Plasma alanine aminotransferase (ALT), aspartate aminotransferase
(AST), total triglycerides (TG), total cholesterol (TC) and liver lipids (TG, TC) in ob/ob
mice fed AMLN or GAN diet for 16 weeks. Horizontal dotted line indicates
corresponding level in age-matched chow-fed C57BL/6J mice.

Figure 7 Terminal liver histopathology in ob/ob mice fed chow (n=10 mice),
AMLN (AMLN DIO-NASH, n=30 mice) or GAN (GAN DIO-NASH, n=30 mice) diet
for 30 weeks. Left panel, histopathological scoring of fibrosis. Right panel,
fractional (%) area of collagen-1al. ***p<0.001 vs. chow-fed ob/ob mice.

Figure 5 | Top panels: Representative images of terminal fibrosis morphology
after 16 weeks of feeding. Lower panels: Fractional (%) area of steatosis (HE
staining), inflammation (Galectin-3 IHC) and fibrosis (Collal IHC) determined
by imaging-based histomorphometry. Scale bar 100 um.
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