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Figure 2 | Plasma alanine aminotransferase (ALT), aspartate aminotransferase Figure 5 | Top panels: Representative images of terminal fibrosis morphology Figure 7 Terminal liver histopathology in ob/ob mice fed chow (n=10 mice), NASH in ob/ob-NASH and DIO-NASH mice fed the GAN diet
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mice fed AMLN or GAN diet for 16 weeks. Horizontal dotted line indicates staining), inflammation (Galectin-3 IHC) and fibrosis (Collal IHC) determined for 30 weeks. Left panel, histopathological scoring of fibrosis. Right panel, therapies for NASH.
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