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Abstract

The liver is one of the most important and vital organs in the body, and non-alcoholic fatty liver
disease (NAFLD) is one of the most common liver disorders, and the number of people
suffering from it is increasing. The aim of this study is to investigate harmine on the serum
levels of liver index enzymes, lipid profile and the amount of FOXO1 transcription factor in
rats suffering from non-alcoholic fatty liver disease. For this purpose, 18 Wistar male rats were
considered and divided into three control groups, model group and model group + Harmin (20
mg/kg). Two model groups and treated with harmine with a special diet were affected with fatty
liver and then the third group was gavage with harmine for 4 weeks. Total oxidant (TOS), total
antioxidant (TAC), malone dialdehyde (MDA) and hepatic superoxide dismutase (SOD)
activity were measured. The activities of alkaline phosphatase (ALP), alanine aminotransferase
(SGPT), aspartate aminotransferase (SGOT) enzymes were measured in serum. Lipid profile
(LDL, HDL, VLDL, cholesterol, triglyceride), glucose and apoptosis were also measured. The
results indicate that apoptosis in the sample model treated with harmine showed a significant
decrease compared to the fatty liver model group. The amount of LDL, VLDL, TOS, MDA,
triglyceride, cholesterol, glucose and the activity of ALP, SGOT, SGOT, FOXO1 protein and
apoptosis in the group treated with harmine showed a significant decrease compared to the fatty
liver model group. The level of SOD enzyme activity, TAC and HDL levels in the models
treated with harmine showed a significant increase compared to the model group. It seems that
harmine can be a good potential for further investigations to introduce a fatty liver controlling
factor using the FOXOI1 regulatory pathway.
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Fig. 1. Graph of MDA results in control, model and harmine-treated groups. The present results were tested at the p < 0.05
level with three repetitions. Similar letters were not significantly different from each other, but dissimilar letters were
statistically significantly different from each other.
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Fig. 2. Results of FOXOI1 protein levels in the control, model and harmine-treated groups (p < 0.05, with three repetitions).
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Fig. 3. Results of SOD enzyme activity in control, model and harmine-treated groups (p < 0.05, with three repetitions).
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Fig 6. Results of cholesterol levels in the control, model and harmine-treated groups (p < 0.05, with three repetitions).
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