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Effects of Dietary Intervention on Metabolic Level and Pregnancy Rate in Patients with Obesity Polycystic Ovary Syndrome.

Abstract Objective To investigate the effect of dietary intervention on metabolic level and conception rate in patients with obese
polycystic ovary syndrome. Methods A total of 80 patients with obesity polycystic ovary syndrome and fertility needs were selected from
January 2019 to June 2019. They were randomly divided into experimental group and control group (40 patients in each group). The pa-
tients in the intervention group were given metformin and dietary intervention, while those in the control group were only treated with met-
formin. Physical examinations and laboratory tests were performed on all patients before and 12 weeks after the intervention was implemen-
ted, and the number of successful ovulation and successful pregnancy during the treatment period were recorded. Results After 12 weeks
of intervention, the BMI of the patients in the experimental group was significantly lower than that in the control group (¢ =3.80, P <
0.05), and the levels of FBG, FINS and HOMA - IR were significantly lower than those in the control group (¢ =3.30, 2.32, 2.49,
P<0.05), TG, TC and LDL - C levels were significantly lower than those in the control group (z=2.98,3.59,2.61,P <0.05), FSH,
LH, E, and T levels were significantly lower than those in the control group (¢ =4.10,5.03, 3.96, 5.39, P <0.05), the ovulation suc-
cess rate and pregnancy success rate were higher than the control group, the difference was statistically significant (y° =4.89, 3.89, P <
0.05). Conclusion Dietary intervention can significantly improve glucose and lipid metabolism and sex hormone levels of patients with
obesity polycystic ovary syndrome, and increase the success rate of ovulation and pregnancy of patients.
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