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Abstract Objective To observe the effect of metforminon Resistin, NF — kB, TNF — o expression in the rats with non — alcoholic
steatohepatitis( NASH ) induced by fat — rich diet ;to explore the possible mechanism of Metformin in preventing and treating NASH.
Methods Totally 24 male rats were randomly divided into the normal group (8 rats), NASH group (8 rats) andMetformin group (8
rats). With high fat diet for 12 weeks to establish a rat model of NASH, at the time of model - making, the rats in the Metformin group
were fed with Metformin liquid extract by daily gavage at the dosage of 60mg/ (kg - d). To observe the change of body weight and hepatic
index in rats, the liver pathological change was evaluated under light microscope after HE staining and Oil red O. LiverResistin, NF — kB |
TNF - o gene mRNA expression was detected with Real — time — PCR, serum Resistin, TNF — « levels were detected with ELISA | liver
tissue NF — k B nuclear expression was expressed by immunohistochemical staining. Results Body weight and liver index of rats in the
NASH group was significantly higher than that in the normal group(P <0.01), body weight and liver index of metformin group rats were
significantly lower than those of NASH group (P <0.01). There were a lot of lipid deposition in liver tissue of rats in the NASH group,
and obvious ballooning degeneration of liver cells and small lobe not leaf necrosis and inflammatory pathology in Metformin group. Rats liv-
er lipid deposition and inflammation were significantly reduced. Resistin, NF — kB, TNF — « gene mRNA expression in NASH rats of Liver
tissue was higher than that in control group (P <0.01). At the same time, the emergence of liver tissue have large number of nuclearex-
pression of NF — kB p65 protein positive. Serum Resistin, TNF — « levels was significantly higher than that in the normal group (P <
0.01). When metformin intervention, the expression of Resistin, NF — kB, TNF — a gene mRNA in the liver tissue of rats was less than that
in NASH group(P <0.05). Serum Resistin, TNF - a levels were significantly lower than those in NASH group, nuclear expression of NF

— kB p65 protein positive in liver tissue was significantly reduced. Conclusion Metformin can to some extent restrain the expression of
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NASH in rat resistin and inflammatory factors induced by high lipid diet, which can reduce the rats with non - alcoholicsteatohepatitis

(NASH) of hepatic steatosis and inflammatory injury,and further development of prevention and control of NASH.
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