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[ Abstract | Objective: To investigate the effects of amentoflavone ( ATF) on inflammatory factors in rats
with acute liver injury. Method: The healthy adult male Sprague-Dawley (SD) rats were randomly divided into
six groups, control group, model group, positive control group, ATF low-dose, middle-dose and high-dose group
(15, 30, 60 mg-kg '), respectively. The experimental rats were administrated with drugs by ig for 7 days, one
hours after the last administration, the experimental rats were injected carbon tetrachloride to copy the acute liver
injury model except control group. The contents of tumor necrosis factor-a ( TNF-) , transforming growth factor
beta (TGF-B,), interleukin 18 (IL-18), interleukin-6 (IL-6) were investigated by ELISA. The phosphor-1«B-a
level and nuclear factor kB ( NF-kB) nuclear translocation in hepatic tissue were measured by ELISA. The plasma
endotoxin (LPS) level was measured by limulus amebocyte lysate ( LAL) chromogenic endpoint assay. The
expression of TNF- mRNA and induced nitric oxide synthase (iNOS) mRNA in hepatical tissues in rats were
detected by Real time PCR. Result: Compared with the normal control group, the contents of TNF-a, TGF-8,,
IL-18 and IL-6 in the serum of the model group rats were obviously increased (P <0.01), and the level of plasma
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endotoxin was obviously increased (P <0.01), the phosphor-IkB-a level and NF-«B nuclear translocation were
obviously increased, the expression of TNF- mRNA and iNOS mRNA were up-regulated ( both P < 0.01).
Compared with the model group, the contents of TNF-a, TGF-B,, IL-18, IL-6 were obviously decreased (P <
0.05 or P <0.01), The phosphor-IxB-a level and NF-xB nuclear translocation were decreased (P <0.05 or P <

0.01), and the level of plasma endotoxin was obviously decreased, the expression of TNF-o¢ mRNA and iNOS

mRNA in hepatical tissues in rats were down-regulated (P <0.05 or P <0.01). Conclusion: ATF could protect

the acute hepatic injury induced by CCl,in rats, the mechanism may be related to decreasing endotoxin level and

NF-kB nuclear translocation and attenuating the trigger of inflammation-related cascade amplification.
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