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Advances in GCKR polymorphisms and non-alcoholic fatty liver disease

DONG Quan-yong'?, XIN Yong-ning™*, XUAN Shi-ying™® (1.Dalian Medical University, Dalian 116044,
Liaoning Province, China; 2.Department of Gastroenterology- 11, Qingdao Municipal Hospital, Qingdao
260011, Shandong Province, China; 3.The Key Laboratory of Qingdao Digestive Diseases, Qingdao 260021,
Shandong Province, China)

Abstract: Non-alcoholic fatty liver disease (NAFLD) is a common chronic liver disease and is increasing
worldwide. NAFLD is a genetic-environment-metabolic-stress-related disease. Genetic factors play an
important role in the pathogenesis of NAFLD. GKCR is a 68 x 10’ which protein mainly exists in the
heptocyte, and can depress the activity of GCK by combinning to it, and then influence the glucose and lipid
metabolism. The correlation between GCKR polymorphisms and NAFLD have become a hot issue in recent
years. The previous research achivements concluded that GCKR SNP polymorphism is associated with
NAFLD, and preliminarily explored the pathogenic mechanism.

Key words: Glucokinase regulatory protein; Non-alcoholic fatty liver disease; Polymorphism
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