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Effects of gingko flavonoid on expression of NF-xkBp65 and TNF-o in mice with non-alcoholic fatty liver disease”
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Abstract: Objective To investigate the effects of different doses of gingko flavonoid on the expression of nuclear factor-kBp65
(NF-kBp65) and tumor necrosis factor-a(TNF-o) in mice with non-alcoholic fatty liver disease(NAFLD). Methods The mice mod-
el of NAFLD was constructed by the high fat diet for 4 weeks. The mice were randomly divided into the control group, high fat
model group,high,middle and low doses of gingko flavonoid groups. High, middle and low doses of gingko flavonoid groups were
respectively gavaged with the different doses of gingko flavonoid. The normal control group and the high fat model group were ga-
vaged with normal saline. After 12 weeks,the mice were killed for taking liver tissue and detecting NF-xBp65 expressions.and ser-
um TNF-q and triacylglycerol (TG) levels were detected. Results Compared with the normal control group, the levels of NF-
kBp65, TNF-¢ and TG in the high fat model group were increased( P<C0. 05). Compared with the high fat model group.,the levels of
NF-kBp65, TNF-q and TG in the high,middle and low doses of gingko flavonoid groups were decreased( P<C0. 05) , moreover the
higher the dose,the more obvious the decrease. Conclusion Gingko flavonoid may play certain role in the treatment of NAFLD by
reducing the generation of NF-kBp65, TNF-¢ and TG.
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