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Protective effect of silymarin on alcoholic fatty liver in
rats possibly via impairing NF-kB activation

Gao Xuemei' Hong Rutao' Li Jun® et al
(' Dept of Gastroenterology The First Affiliated Hospital of Anhui Medical University Key Laboratory of

Digestive Disease of Anhui Province Hefei 230022 ;Sclool of Pharmacy Anhui Medical University Hefei 230032)
Abstract Objective To explore the inhibition of NF«B activation by silymarin in kupffer cells(KCs) in alcohol-
ic fatty liver. Methods All rats were randomly divided into normal control group(n =9) model group(n =12)
and silymarin groups(100 mg/kg 200 mg/kg; n =12 respectively). Rat model of alcoholic fatty livers were in—
duced by intragastric infusion of ethanol for eight weeks. Histopathological changes of liver were assessed by hema—
toxylin and eosin (HE) staining. Liver KCs were isolated by combined enzymatic digestion and isopyknic gradient
centrifugation with nycodenz. The IL-6 and ICAM- contents of culture supernatants of KCs were detected by
ELISA. NF-«B P65 mRNA expression of KCs was determined by RT-PCR. Results Compared with normal group
the liver cells of model group showed obvious steatosis and significant swelling(P <0.01). Compared with model
group the degree of pathological changes in liver tissue in silymarin groups was significantly reduced (P <0.01).
IL-6 levels in low and high dose of silymarin groups were significantly lower than those of model group (P <0.01).
ICAMH levels in low and high dose of silymarin groups were also lower than those of model group(P <0.05 P <
0.01). NF+«B P65 mRNA expression in low and high dose of silymarin groups was significantly lower than those of
model group(P <0.01). Conclusion Silymarin inhibits NF«B activation and its gene products and it may hin-
der the development of alcoholic fatty liver.
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