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Association between Waist — to — height Ratio and Cardiovascular Risk Indicators in Women with Polycystic Ovarian Syndrome. GAO Jin-
jin, WANG Meiling. Shanxt Hospital of Integrated Tradition and Western Medicine, Shanxi 030013, China

Abstract Objective To predict the risk of cardiovascular disease in patients with polycystic ovary syndrome and provide guidance
for the prevention and treatment of long — term complications of PCOS by comparing the correlation between waist circumference/height ra-
tio and cardiovascular disease risk indicators in patients with polycystic ovary syndrome. Methods We retrospective analyzed 118 cases of
patients diagnosed of PCOS in Shanxi Hospital of Integrated Tradition and Westem Medicine (66 cases were WHtR=0.5 and 52 cases were
WHiR <0.5). We analyzed the difference and correlation of the relevant research indicators. Results the weight, BMI, the waist, the
hipline, WHR, diastolic blood pressure, FPG, FINS, HOMA - IR, TG, ApoB, UA in WHtR=0.5 group were significantly higher than
those in WHiR <0.5 group (P <0.05). LH, LH/FSH, HDL are lower than those WHtR <0.5 group (P <0.05). There was no signifi-
cant difference in age, height, systolic blood pressure, FSH, T, TC, LDL and ApoAl between the two groups (P >0.05). In the correla-
tion of cardiovascular risk indexes, WHtR was positively correlated with systolic blood pressure, diastolic blood pressure, BMI, FPG,
TG, LDL and UA (P <0.05), negatively correlated with HDL (P <0.05), and had no correlation with TC (P >0.05). Conclusion
There were significant differences in general clinical characteristics, sex hormones, glucose and lipid metabolism between WHtR =0. 5
group and WHtR <0.5 group. WHtR was correlated with systolic blood pressure, diastolic blood pressure, BMI, FPG, TG, LDL, UA
and HDL.
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