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A Common Dietary Component Wheat Amylase Trypsin Inhibitors as Drivers
of Chronic Liver Disease in Pre-Clinical Models of NASH and Liver Fibrosis
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In NASH, mice on the HFD gained significant weight and developed IR. Compared to the HFD alone, mice fed the When ingested in quantities comparable to average human consumption, wheat ATI project {grant No. 777377) to DS %
HFD/G/ATI or the HFD/ATI diets gained significantly more weight and displayed significantly higher serum exacerbate the key features of rodent NAFLD and the metabolic syndrome despite their g _cc%
transaminases and triglycerides, increased liver, epididymal, mesenteric and inguinal fat, and a higher insulin irrelevant caloric value. Moreover, dietary ATl promoted liver fibrosis in the NASH and © X
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Moreover, there were significant increase in number of CD68+ macrophages, CD86+ dendritic cells and MHC-I1+ Vilkeat AT promoteslipose s I tion snd NASH § S
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