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ABSTRACT 
 

Chronic hepatitis C (CHC) virus infection; affecting more than 170 million people 

worldwide; is a leading cause of progressive liver fibrosis, liver cirrhosis and 

hepatocellular carcinoma. Iron overload is one of mechanisms by which hepatitis 

C virus causes oxidative stress that may contribute to fibrosis and carcinogenesis 

in the liver. The present study was designed to assess the potential antifibrotic 

effect of the oral iron chelator deferiprone (DFP) and whether it can attenuate the 

severity of oxidative stress and inflammatory response during concanavalin A 

(Con A)-induced liver fibrosis in rats. Moreover, we assessed its additional 

usefulness to interferon-based therapy. To screen the hepatoprotective dose of 

DFP, rats were randomized and given different doses of DFP (5, 10, 25, 40 

mg/kg, oral, respectively), 1 h before they were injected with Con A. For studying 

the potential antifibrotic mechanisms of DFP in chronic immunological model, 

male wister rats were treated with either DFP (5 mg/kg/day, oral, 3 times/week for 

6 weeks) and/or pegylated interferon-α2b (1.5 µg/kg/week, s.c., for 6 weeks). 

Different markers of liver fibrosis were assessed including biochemical 

measurement of hydroxyproline content and immunohistochemical detection of 

alpha-smooth muscle actin and collagen expression using Masson trichrome stain. 

Markers of hepatotoxicity, oxidative stress and inflammation were also assessed. 

Histological examination was done using light and electron microscope. Fibrosis, 

oxidative stress & inflammatory markers were significantly ameliorated by 

treatment with DFP in comparison to the co-treatment with pegylated interferon-

α2b and DFP. Furthermore, histopathological examination and electron 

microscope confirmed the antifibrotic effect of DFP. Collectively these findings 

indicate that DFP can have potential antifibrotic effect in CHC patients. 

Keywords: concanavalin A - deferiprone - fibrosis - hepatitis C - hepcidin - iron 

overload - immunological 
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