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Serum cartilage oligomeric matrix protein and relationship with vascular calcification in diabetic nephropathy patients
Liu Conghui ,Jin Xiuping”®

(Department of Endocrinology A f filiated Hospital of Hebei United University , Tangshan, Hebei 063000 ,China)
Abstract: Objective To investigate the level of serum cartilage oligomeric matrix protein (COMP) and its relationship with
vascular calcification in diabetic nephropathy (DN) patients. Methods COMP was tested in 54 (DN) group and 28 matched healthy
persons (healthy group). DN group was divided into vascular calcification group (VC) and non-vascular calcification (non VC)
group. DN group was also divided into cardiovascular disease group (CVD-y) and without cardiovascular disease group (CVD-n) in
view of the company of cardiovascular disease. Serum COMP levels was compared between the DN group and the control group.,the
VS group and the non VS group,and the CVD-y group and the CVD-n group. The correlations between COMP level and the occur-
rence of cardiovascular disease, the incidence of vascular calcification were estimated by Wald analysis of the application of Wald
test. Results
75.9% of the DN group. The serum COMP in VC group was higher than that of non VC group, CVD-y group had higher COMP

The higher of

Serum COMP in DN group was significantly higher than the control group; Aortic arch calcification accounted for

than CVD-n group old respectively with every 10 ng/mL increased in concentration of serum COMP. Conclusion
concentration of serum COMP, the more risk of vascular calcification and CVD.
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