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Progress of genetic polymorphism in ficolins
and disease susceptibility

ZHANG Tao', ZHOU Hong-hao'*
(1. School of Life Sciences, Chongqing Medical University, Chongqing 400016, China; 2. Institute
of Clinical Pharmacology, Central South University, Changsha 410000, China)

Abstract: Ficolins are pattern-recognition molecules, which were originally identified as transforming growth factor g, -
binding proteins on porcine uterus membranes. The human ficolins, similar to the mannan-binding lectin, can bind to N-
acetylglucosamine ( GIcNAc) on the microbial cells and appear to be of major importance for innate immunity and tissue
homeostasis. Three ficolin genes have been identified in humans; FCN1, FCN2 and FCN3, which encode M-ficolin, L-fi-
colin and H-ficolin respectively. Recently, the role of the ficolins gene in disease has been emphasized. This review focu-
ses on the recently discovered genetic polymorphism in FCN and the susceptibility of relative diseases.
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