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Effects of blood glucose and serum insulin on blood lipid levels in patients with polycystic ovary syndrome
QIU Dewen
Department of Clinical laboratory ,Jiangxi Maternal and Child Health
Hospital s Nanchang » Jiangzxi 330006 ,China

Abstract: Objective To explore the role of the alteration of blood glucose and serum insulin in polycystic
ovary syndrome(PCOS) patients with different lipid levels. To detect the diagnostic value of blood lipid in P-
COS patients with insulin resistance. Methods 137 PCOS patients admitted to the hospital from January 2018
to January 2019 were selected as the research objects. Among the PCOS patients,59 patients with triglyceride
(TG)> 1. 69 mmol/L were selected as the hyperlipidemia group,and 78 patients with TG< 1. 69 mmol/L
were selected as the normal lipid group. Among the PCOS patients, 61 patients with homeostasis model as-
sessment-insulin resistance (HOMA-IR)=>2. 5 were selected as the insulin resistance group,and 76 patients
with HOMA-IR<C2. 5 were selected as the non-insulin resistance group. In addition, 74 normal pre-pregnancy
health care women in the same period were selected as the control group. Oral glucose tolerance test and insu-
lin release test were performed respectively to detect blood glucose and insulin levels as well as fasting TG, to-
tal cholesterol (CHOL) and low-density lipoprotein (LLDL) levels. Insulin, blood glucose levels and HOMA-IR
were compared in each group,and the diagnostic value of blood lipids in insulin resistance of PCOS patients
was evaluated. Results The blood glucose and serum insulin levels of the hyperlipidemia group and the nor-
mal blood lipid group were higher than those of the control group. The blood glucose and serum insulin levels
of the hyperlipidemia group were higher than those of the normal blood lipid group,and the differences were
statistically significant (P<C0. 05). Among the blood lipid indexes, TG had a higher diagnostic efficiency for P-
COS insulin resistance. Conclusion There is a certain correlation between dyslipidemia, glucose metabolism
disorder and insulin resistance in PCOS patients. When TG>>1. 36 mmol/L, attention should be paid to the
risk of insulin resistance,and blood glucose and insulin levels should be measured as appropriate.
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