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Abstract

The objective of this study is to investigate the liver pathology of syrian
golden hamsters treated with liver fluke, Opisthorchis viverrini , dimethylnitrosamine
and ethyl alcohol. Al of treated animals showed the retardation of their
growth curves compared to the control group.

The bile duct enlargement and periductal inflammation had been observed
in the liver fluked infected groups. Epithelial hyperplasia, small bile ducts fibrosis
and bile duct proliferation had also been seen in this group. Moreover,
granulomatous inflammation  had  found around fluke eggs regions.
Dimethylnitrosamine administration resulted 1n microvesicles in the liver
parenchyma and hepatic necrosis was observed especially around the large portal
vein. Whereas ethyl alcohol alone resulted in fatty change of liver parenchyma.

The combination of fluke, dimethylnitrosamine and alcohol increased the
numbers of small bile ducts, caused the cholagiofibrosis and cholangiofibroma,
more bridging fibrosis and cirthosis. Therefore, liver fluke infection and

administration of DMN and alcohol increased more inflammation and caused more

intense pathology of liver.





