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Relation between serum sCD163 level and polycystic ovary syndrome complicating insulin resistance
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Abstract: Objective To explore the relationship between serum soluble CD163(sCD163) level and polycystic ovary syndrome
(PCOS) complicating insulin resistance(IR). Methods 245 cases of PCOS for first time visiting our hospital due to abnormal men-
struation or infertility from January 2011 to June 2012 were selected and divided into the IR group(133 cases) and the non-IR group
(112 cases) according to the HOMA-IR index. Contemporaneous 123 healthy individuals of physical examination were selected as
the control group. The serum sCD163 level and the related anthropometric indexes were detected. The clinical data were compared
among 3 groups. Results The serum sCD163 level in the IR group was significantly higher than that in the healthy control group
and the non-IR group(P<C0. 05). The serum sCD163 level in the IR group was positively correlated with BMI and waistline and had

no relation with age. Conclusion PCOS patients have a higher occurrence rate of IR. The serum sCD163 level in the patients with

PCOS complicating IR is evidently higher than that in healthy population or PCOS patients without IR.
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