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[ Abstract |

Clonorchiasis is a kind of food-borne parasitic diseases with great harmfulness. There are about 35

million people infected with liver flukes in the world, and about 1. 1 billion people are at risk of infection. Cholangio-
carcinoma( CCA) is the most serious complication caused by long-term infection of liver flukes. Therefore, World
Health Organization International Cancer Research Agency has listed liver flukes as a class | carcinogenic pathogen
of CCA. In recent years, many scholars have done the corresponding clinical and experimental studies on the carcino-
genic mechanisms of liver flukes infection, but so far their carcinogenic mechanisms are not very clear. In this paper,
we review the pathogenesis of CCA caused by liver flukes.

[ Key words | Cholangiocarcinoma( CCA) ;

Liver flukes; Pathogenesis
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