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Plasma Level of Vasoactive Intestinal Peptide in Patients with Polycystic
Ovary Syndrome and its Potential Pathological Significance
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Central South University ,Changsha ,Hunan 410078 , China)

Abstract; Objective To evaluate the difference in plasma level of vasoactive intestinal peptide ( VIP) between pa-
tients with polycystic ovary syndrome (PCOS) and healthy control subjects,and to explore its potential pathological signifi-
cance in the genesis and development of PCOS. Methods The body mass index and plasma concentrations of VIP and
sex hormone were measured. The relationship between plasma level of VIP with hormonal and metabolic parameters was ana-
lyzed. Results The plasma levels of VIP in PCOS patients were significantly lower than that of healthy control subjects
(408.49 +£25.80 vs 663.85 £71.17 ng/L,P <0.05). There was a significantly negative correlation between the plasma
VIP concentration with body mass index, LH/FSH ratio and the plasma testosterone concentration in two groups together
(P<0.05). Conclusion VIP may participate in the pathophysiological process of PCOS. Whether VIP may be used as
a novel plasma biomarker or a prognostic factor for PCOS and as a potential therapeutic target in the clinical setting needs to
be further investigated.
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