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[Abstract] Objective To investigate the protective effect of ellagic acid (EA) on carbon tetrachloride
(CCl) induced cirrhosis in mouse models, and to discuss its mechanism. Methods A total of 40 mice were
randomly divided into the control group (n=10, receiving 0.9% sodium chloride solution) and the cirrhosis
model group (n=30, cirrhosis modeling was induced by olive oil -diluted 10% CCl,). The cirrhosis model
group was further randomly divided into EA non-intervention group (n=10), 7.5 mglkg EA group (n=10) and
15 mg/kg EA group (n=10). The serum levels of ALT, AST and ALB were checked for all experimental mice.
Hematoxylin eosin (HE) staining was adopted to observe the morphology of hepatocytes. Using reverse
transcriptase polymerase chain reaction (RT-PCR) technique to detect the mRNA level of type I collagen of
liver cells, enzyme linked immunosorbent assay (ELISA) was adopted to test the activities of the glutathione
peroxidase (GSH-PX), glutathione (GSH), superoxide dismutase (SOD), malonaldehyde (MDA) and caspase -
3. Western blot method was employed to measure the inducible nitric oxide synthase (iNOS), the protein
expression levels of vascular endothelial cell growth factor (VEGF) and VEGF receptor-2 (VEGFR -2).
Results According to the results of content determination of ALT, AST and ALB and the findings of HE-
staining cell morphology observation, it could be presumably judged that EA had protective effects on CCl4-
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induced cirrhosis mice. EA could significantly inhibit the expressions of type I collagen and iNOS, the

formation of ROS was strikingly decreased, and the expressions of VEGF, VEGFR -2 and the activity of

caspase—3 were remarkably improved. Conclusion Through ROS and vascular regeneration ways, EA exerts

its protective effects on CCl4 -induced cirrhosis in experimental mice. (J Intervent Radiol, 2018, 27. 357-

362)
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