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Relation between cystatin C and asymptomatic coronary artery disease in metabolic syndrome
Chen Qiuying' ,Shu Ming® ,Wang Hao'
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2. Department o f Clinical Laboratory ,Zhoupu Hospital ,Shanghai 201318,China)
Abstract; Objective To evaluate the relation between cystatin C and the presence and severity of asymptomatic coronary artery
disease in metabolic syndrome(MetS). Methods A total of 201 asymptomatic MetS patients with normal renal function were per-
formed the coronary angiograph and the detection of serum Cystatin C level and other risk factors for atherosclerosis. Results ~ Ser-
um cystatin C level in the MetS patients with asymptomatic coronary artery disease were significantly higher than those in the pa-
tients without coronary artery disease, moreover the more severe of the disease,the higher the cyctatin C, which was independently

associated with other risk factors for atherosclerosis. Conclusion Serum cystatin C level can been used as the index for the presence

and severity of asymptomatic coronary artery disease in Mets with normal kidney function.
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