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Establishment of a model of hepatic bile duct fibrosis in BALB/c mice infected with Clonorchis sinensis
ZHAO Lei' s MO Gang',LI Jia',LUO Jia-jun' ,PENG Xiao-hong'?® (1. Department of Parasitology »Guil-
in Medical College »Guilin 541004 ,China ;2. Guangxi Key Laboratory of Molecular Medicine in Liver Injury and Re-
pair sthe Affiliated Hospital of Guilin Medical University)

Objective To establish a model of hepatic bile duct fibrosis in BALB/c mice infected with Clonorchis
sinensis. Methods Twenty-four BALB/c mice were randomly divided into 4 groups. Then,50,100 or 150 metacercariae
were infected by gastric feeding,and the NS group was set as control. Twenty days after infection, Kato Katz method was
used to detect infection;eight weeks after infection,the right lateral lobe tissue of mouse liver was taken for HE and Mas-
son staining,and the left lobe tissue of mouse liver was taken for total protein extraction and liver a-SMA expression de-
tection. Results C. sinensis eggs were detected in mouse feces at 31 days after infection,and infection was detected in
all infected groups at 39 days. The results of HE and Masson showed that compared with the control group,the mice in
all infected groups had obvious fibrotic changes in the portal area,and the fibrosis became more obvious with the increase
of the number of gastric cysts,and the difference was statistically significant (F =86, P <C0. 01). Western blotting test
showed that the expression of a-SMA protein in the liver of infected mice was significantly higher than that of the control
groupsand it increased with the increase of the number of gastric larvae,and the difference was statistically significant (F
=86.5,P<C0.05). Conclusion The BALB/c mouse model of hepatic bile duct fibrosis was successfully established. Tt
lays a foundation for the follow-up study on the mechanism of hepatobiliary fibrosis caused by C. sinensis.
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Fig.3 HE,Masson staining results of mice infected with C. sinensis
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Fig.4 WB results of the liver of C. sinensis-infected mice
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