Prophylactic and therapeutic hepatoprotective effects of semaglutide in the
CDAA-HFD mouse model of advanced NASH with progressive fibrosis
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vs. therapeutic intervention with semaglutide in the

non-obese choline-deficient L-amino-acid defined

high-fat diet (CDAA-HFD) mouse model of
advanced NASH with progressive fibrosis.
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‘ Quantitative histological markers of steatosis, inflammation and fibrogenesis
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