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Abstract Objective To investigate the correlation between the serum complement C3 level with metabolic syndrome. Methods

Observational group was composed of 65 patients with metabolic syndrome, and another 65 normal people as the control group. The serum
complement C3 were measured by immunoturbidimetry. The parameters related to glucolipid metabolism were compared among two groups,
and assess the association of the complement C3 level with metabolic syndrome and its components, The value of C3 in diagnosis of MS
was assessed according to the receiver operating characteristic(ROC) curve. Results The level of complement C3 was significantly higher
in MS patients than in non — MS patients( P <0.05). Complement C3 rose gradually along with the increased number one to four of MS
components. The incidence and risk of MS and its abnormal components were significantly higher in the Q4 group with higher level of com-
plement C3 when compared to the group with lower level (P <0.05). The optimal complement C3 cutoff point for the diagnosis of MS ac-
cording to the ROC curve was 0. 89g/L with a sensitivity of 65.6% and a specificity of 80. 6% . The area under the ROC curve was0. 775
(95% CI:0.694 -0.856). Conclusion The serum complement C3 level was closely related with metabolic syndrome and its compo-

nents. It is a factor for MS and a certain value for the prediction of MS.
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