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Abstract ; Gallstone disease is one of the most common biliary tract disorders worldwide and also one of the most common gastrointesti-
nal disorders. The morbidity of gallstone disease is increasing with each passing year in developing countries and has become the second
common gastrointestinal disorder. Epidemiologic studies have implicated that multiple environmental factors and genetic elements involve

in gallstone formation. Genetic factors that influence gallstone formation have been elaborated from linkage studies, families, and ethnici-

ties. Accumulating evidence indicates that genetic factors play an important role in gallstone disease.
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