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In both methods, parameter values were adjusted and combined.
These included parameters describing body weight, glycemia,
plasma TG clearance, serum adiponectin, de novo lipogenesis
(DNL), adipose fatty acid release, VLDL-TG release, sensitivity to
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valid simulated patients and SimPops. Simulated patients can be
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sampled and validated at various points in disease progression.

steatosis, lipotoxicity, inflammation and fibrosis.

SimPops generated with the two approaches described above can | = Simulating diet-induced disease progression produced only 9/232 patients (<4%) at F3 and F4 stage

be used to predict the responses to treatments and understand over 20 years, in agreement with the slow progression rates for NASH patients reported in literature.
underlying mechanisms contributing to predicted responses.

NAFLDsym SimPops are able to represent inter-patient variability in key pathophysiologic and clinical
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