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Kaempferol Protected D-galactosamine/Lipopolysaccharide Induced Acute Hepatic Failure in Mice
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ABSTRACT Objective To observe the interventive effect of kaempferol on D-galactosamine/li-
popolysaccharide (LPS) induced acute hepatic failure (AHF) in mice. Methods Totally 37 C57BL/6
mice were divided into the normal control group (n =10), the AHF model group (n =13), and the
kaempferol intervention group (n =14) by completely randomized design. D-GaIlN (700 mg/kg)/LPS
(10 png/kg) was intraperitoneally injected to mice in the AHF model group. The action lasted for 6 h to es-
tablish AHF model. Kaempferol (5 mg/kg) was injected to mice in the kaempferol intervention group from
caudal vein 2 h before modeling. Then D-GalN (700 mg/kg)/LPS (10 ug/kg) was intraperitoneally injected
to them. The action lasted for 6 h to establish AHF model. Equal volume of normal saline (NS) was intrap-
eritoneally injected to mice in the normal control group. Serum levels of ALT and AST were measured.
Histopathological changes of the liver tissue were observed. mRNA expressions of inflammatory cyto-
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kines such as TNF-a, IL-1B, and IL-6 in liver tissue was detected. NF-kB signal pathway-related molecular
expression and apoptosis of hepatocytes were detected as well. Results Compared with the AHF model
group, the survival rate was elevated in the kaempferol intervention group (P <0. 05).Compared with the
normal control group,serum levels of ALT and AST were elevated (P <0.05),mRNA expressions of in-
flammatory cytokines such as TNF-a, IL-1B, and IL-6 was increased (P <0. 05) ,NF-«B signal pathway-re-
lated molecular expression in liver tissue was decreased (P <0.05), the expression of IkB-a decreased
(P <0.05), the expression of p-NF-kBp65 was increased (P <0.05) in AHF model group. The histopatholog-
ical damage was serious and cell apoptosis was increased. Compared with the AHF model group,serum
levels of ALT and AST were decreased (P <0.05),mRNA expressions of inflammatory cytokines such as
TNF-a, IL-18, and IL-6 was decreased (P <0.05), NF-kB signal pathway-related molecular expressionin
liver tissue was increased (P <0.05), and the expression of p-NF-xkBp65 was decreased (P <0.05) in the
kaempferol intervention group. The histopathological damage was attenuated and cell apoptosis was de-
creased. Conclusion Kaempferol played a protective role in D-GalN/LPS induced AHF mice by inhibiting
inflammatory reactions.
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