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Effect of Haobie yangyin ruanjian prescription on Nrf2/HO-1 signaling pathway in ConA—induced hepatic
fibrosis

LU Na, FANG Bu-wu

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

Abstract Objective: To explore the effect of Haobie yangyin ruanjian prescription (HYRP) on Nif2/HO-1 signaling pathway in ConA—
induced hepatic fibrosis. Methods: Balb/c mice were randomly divided into normal control group, model control group, colchicine group,
and HYRP groups (1.16 g/kg,3.36 g/kg, 11.58 g/kg). Except for the normal control group, 1.5 mg/mL ConA was given to each mouse through
the tail vein once a week for 10 weeks. The concentration of hydroxyproline (Hyp)and observing liver pathological changes in liver tissues
were measured, and the expression of Nirf2 and HO-1 protein in liver tissues were detected by immunohistochemistry. Results: Compared
with model control group, groups of 1.16 g/kg,3.36 g/kg and 11.58 g/kg of HYRP could reduce the inflammatory reaction and decrease the
concentration of Hyp in liver tissues, and significantly reduce the degree of hepatic fibrosis (P<0.05). With the increase of HYRP
concentration, the positive expressions of Nrf2 and HO-1 gradually increased. Conclusion: HYRP can activate the expression of Nrf2/HO-
1 signaling pathway in liver fibrosis induced by ConA, which may be related the anti-fibrotic effects of HYRP.
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Fig1 Effect of HYRP on histological profiles of liver tissues in mice
with hepatic fibrosis induced by ConA(HE stainingx200)
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Fig 2 Effect of HYRP on hepatic fibrosis induced by ConA (Siriusred
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Fig 3 Effect of HYRP on expression of Nrf2 protein in liver tissues
of ConA—induced hepatic fibrosis( x40 )
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