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Introduction Results

¢ Fibrosis is the primary determinant of disease progression
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— Adjudication-confirmed, liver-related clinical events (ie, ascites,

hepatic encephalopathy Grade 22, gastrointestinal bleeding due ¢ Both F3 and F4 patients had heterogeneous fibrosis patterns, Conclusions
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deathp) in all pati[ents o | ¢ As defined by ML, proportionate areas of NASH CRN F4 fibrosis ¢ Liver histologic evaluation using this automated, ML-based approach identified novel features associated with clinical disease
were 13% and 50% in F3 and F4 patients, respectively progression in NASH patients with advanced fibrosis

¢ Statistical analyses:

— Associations between ML parameters (at BL and change from BL)
and clinical disease progression through the end of follow-up

¢ C_ompa_red with patients with bridging fib(osis (F3), those with ¢+ Higher proportionate areas of more advanced fibrosis patterns, portal inflammation, and ballooning, as well as lower areas of
cirrhosis (F4) had lower areas of steatosis (3% vs 7%), but steatosis, were associated with increased risk of disease progression

determined using Kaplan-Meier and Cox proportional hazards g(;ezazter a6e1a6<s of pzortal inflammation (10% vs 4%) and bile ducts ¢ These data support the utility of ML-based assessment of liver histology for risk stratification of patients with NASH and, potentially,
regression analysis (0.22'vs 0.10 mm?) as endpoints in NASH clinical trials

— Optimal cutoffs for ML parameters selected from time-dependent ¢ Proportionate areas of lobular inflammation and ballooning were
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