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Effects of HaobieYangyinRuanjian prescription on inhibition of hepatic fibroesis through upregulated Nrf2/
NQO1 pathway

LIU Yue, LI Shan—shan, TANG Shi-hui, FANG Bu—wu

(Department of Pharmacology, Tianjin Medical University, Tianjin 300070, China )

Abstract Objective: To investigate the inhibitory effect of HaobieYangyinRuanjian on activation of Nif2 / NQO1 signaling pathway on
hepatic fibrosis induced by carbon tetrachloride complex. Methods: Wistar rats were randomly divided into normal group, model group,
low dose group, middle dose group, high dose group and colchicine group.Except the normal group, other rats were given homemade high—
fat diet, subcutaneous injection of 40% CCl, peanut oil mixed solution twice a week, and intragastric administration of 30% ethanol for ImL
every day.The rats in the model group were treated with equal dose of distilled water until the end of the experiment for 6 weeks. Uralan rats
were anesthetized and the liver tissue samples were collected. The content of hydroxyproline (Hyp) in liver tissue was detected by
colorimetry. The distribution of Nrf2 and NQO1 in liver tissue was detected by chemical method. The expression of Nrf2 and NQOT in liver
tissue was detected by Western blot. Results: Compared with the normal group, the content of Hyp of the model group was significantly
higher than that of the normal group (P<0.05). The expressions of Nrf2 and NQO1 in the liver tissue were significantly higher than those in
the model group (P<0.05). Conclusion: The activation of Nrf2/NQO1 pathway can up-regulate the expressions of Nif2 and NQO1 and
decrease the content of Hyp in liver tissue, so as to inhibit the hepatic fibrosis induced by carbon tetrachloride complex factors.
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