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Study on serum autoantibody in patients with polycystic ovary syndrome in child-bearing period
Xiang Yueyun sMao Anhua » Tan Hao
(Department o f Clinical Laboratory , The Maternal and Child Health Hospital
of Hunan Provincial ,Changsha, Hunan 410000,China)

Abstract ; Objective

drome (PCOS). Methods

To investigate the association between serum non-organ-specific autoantibodies and polycystic ovary syn-
A total of 69 patients with PCOS in child-bearing period treated in our hospital were selected as the study
group and contemporaneous 69 healthy child-bearing year women were selected as the control group. Serum level of antinuclear anti-
bodies (ANA) was measured by ELISA,serum level of anti-dsDNA was measured by colloidal gold spot infiltration assay and the
extractable nuclear antigen (ENA) auto-antibodies profiles were measured by Western blot. Results Serum levels of ANA and an-
ti-dsDNA antibodies in the study group were significantly elevated compared with the control group with statistical difference. Con-
clusion Serum autoantibody positive exists in the patients with PCOS.
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