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)oes the gut microbiota contribute to NAFLD'
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How does the gut microbiome change in
patients with NAFLD?
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ONomicC CoOomposition or metagenoimes Detwe
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UL DArTier Qystunction in patients witn NArLL
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3 there a link between intestinal dysbiosis an
gut barrier dysfunction?
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Healthy gut
microbiota
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v does the gut microbiota contribute to NAFL
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Choline — TMA TMA — TMAO

High-fat foods Gut NASH Blood vessel
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Does gastric acid suppression affect the
progression of NAFLD?



GAdSLUIC aCla secretion

— Gastric acid kills ingested microbes

- Proton pump inhibitors (PPIls) decrease daily gastr
acid production by 90%

- 6-15% of the general population is on acid suppres

therapy Hvid-Jensen F, Clin Epidemiol 2013
Johansen ME, JAMA Intern Med 201

- 40% of obese patients and 67-72% of patients witf

cirrhosis are using acid reducing medication
Mello M, Dig Dis Sci 2012; Merli M, Liver Int 2015; Ness-Jensen E, Am J Gastro .
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PSEINCe OT gastriC aCla secretion increases ur
severity of non-alcoholic steatohepatitis
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mild steatotic liver disease in mice
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