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Figure 3. Liver lipid accumulation and inflammatory activity increase with steatosis progression but Figure 4. Long chain lipids accumulation in liver through the steato-hepatitis Figure 5. Correlation of dihydrosphingolipids concentrations in liver and plasma of patients. Long chain
decrease on significant fibrosis development. Advanced fibrosis classified as >F2 is related to decline in progression. Triacylglycerol (TG), acylceramides (ACer) and dihydroceramides (dhCer) lipid dihydrosphyngolipids concentrations correlation between both liver and plasma of the patients stresses its relationship with
lipid accumulation and inflammatory activity both in patient and animal models. species exhibit a relationship with fibrosis progression both in human patients and animal NAFLD progression.
model.
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criteria described in Bedossa et.al. 2012, were applied for classification.
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Figure 8. Dihydrosphingolipids accumulation in the patients’ plasma with steato-hepatitis progression. Histological criteria described in Bedossa et.al. 2012, were applied for classification. Patient plasma exhibit similar trend to that observed httpS'//WWW medrxiv org/content/lo 1101/2022.03.10.22271048v1
in both human and mouse liver, although within group variability is still an issue. ' ' ' ' o
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