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« Digital pathology: An unstained biopsy slide was
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post-hoc « Denifanstat reduced fibrosis and multiple non-invasive biomarkers associated with histological improvements in steatosis and inflammation in patients with advanced fibrosis defined as gF4 by Al-based digital pathology

ITT: Intention-to-treat « These findings support the continued clinical evaluation of denifanstat in MASH patients with advanced fibrosis, including compensated liver cirrhosis
mITT: Modified intention-to-treat
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