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[ Abstract] Objective To observe the prevention effects of tamoxifen (TAM) on acute liver failure
(ALF)induced by D-galactosamine/lipopoly sacchardes (D-Gal/LPS). Methods The experimental mice were
randomly divided into the control group.the ALF group,the TAM-+ ALF treatment group (the TAM group)
and the ALF+ N-acetylcy steine (NAC) treatment group (the NAC group). Except for the control group, mice
were given sunflower oil, TAM, oil respectively once a day for three days. 12 hours after the last treatment,
mice were given D-Gal/LPS. And NAC solution was instantly injected into the mice in the NAC group. 7 hours
afterwards, mice were sacrificed and specimens were collected for serum transaminases, hepatic glutathione/
oxidized glutathione (GSH/GSSG) and malon dialdehyde (MDA) detection. Western blot and immunohisto-
chemistry (IHC) were employed to assess monocyte to macrophage differentiatlonassociated-2 (Mmd-2). Re-
sults Compared to others, the ALF group demonstrated increased ALF significantly (P<C0. 05). Both the
TAM group and the NAC group displayed raising ratio of GSH/GSSG and decreaing MDA , which differ from
the ALF group statistically (P<C0. 05). Among all groups,the TAM group showed an elevated level of hepatic
Mmd-2 and the ALF group showed a lower level (P<C0. 05). Conclusion TAM prevented D-Gal/LLPS-induced
ALF effectively,which might be related to its hepatic anti-oxidation and resistance to Mmd-2 up-regulation.
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