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Effects of high fat diet on intestinal flora

and serum LPS levels in NAFLD model rats
Cheng Jing Li Fenglin Zhang Bao et al
(Dept of Clinical Nutriology The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To observe the changes of intestinal flora and serum lipopolysaccharide (LPS) levels in rats
with nonalcoholic fatty liver disease (NAFLD) induced by feeding with fat diet and to explore the changes of intes—
tinal flora and the role of endotoxin in the pathogenesis of NAFLD. Methods Male SD rats were randomly divided
into control group and high fat group. The control group was fed with normal diet high fat group was fed with high
fat diet. The rats were sacrificed at the end of 16th week. Biochemical indexes were measured by automatic bio—
chemical analyzer the pathological changes of liver in two groups were observed by electron microscope the chan—
ges of serum LPS IL4B IL-8 levels detected by ELISA and the expression of Escherichia coli(E. cali) and Lac-
tobacillus in fecal were detected by real-time fluorescence quantitative PCR method. Results The levels of serum
ALT AST TC TG and VLDL in high fat were significantly higher than those of control group. The serum level of
LPS IL4B 1L-48 were significantly increased in high fat group and the difference was statistically significant(P
<0.05) ; Compared with the control group E. coli in high fat group was significantly increased while the Lactoba—
cillus was significantly decreased(P <0.05). There was a correlation between the level of serum endotoxin and the
amount of E. coli. Conclusion There is change of intestinal flora and endotoxin in NAFLD model rats induced by
high fat diet. Irrational dietary structure and changes in fecal flora play important roles in the pathogenesis of
NAFLD.
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