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Evaluation of Predictive Value of LAP on Glucose Metabolism of PCOS based on Logistic Regression Analysis and ROC Curve. Zhang
Meiwet, Hou Lihui, Li Yan. Heilongjiang University of Chinese Medicine, Heilongjiang 150040, China

Abstract Objective To explore the differences in general clinical characteristics, lipid metabolism and new body fat index of pa-
tients with polycystic ovary syndrome under different glucose metabolism status, and to evaluate the predictive value of LAP on glucose me-
tabolism status in PCOS patients based on Logistic regression and ROC curve. Methods A retrospective analysis of 800 cases of PCOS
cases in the integrated clinical research information system of gynecology clinic of the First Affiliated Hospital of Heilongjiang University of
Chinese Medicine, time node is from July 2015 to May 2019, according to the glucose metabolism status classification standard established
by the WHO in 1999, they were divided into three groups: 497 in the normal glucose metabolism group, 248 in the impaired glucose me-
tabolism group, and 55 in the diabetes group. Results The Age, BMI, WC, HC and WHR of the T2DM group and IGT group were sig-
nificantly higher than those of NGT group, and the BMI and HC of T2DM group were significantly higher than those of IGT group (P <
0.05); The HOMA - 1R, TG, TC, LDL, Apo - B, LAP, and VAI of the T2DM group and the IGT group were significantly higher than
the NGT group, and the HDL was significantly lower than the NGT group. HOMA - IR, TG, TC, LDL, Apo - B, LAP, and VAI were
significantly higher in the T2DM group than in the IGT group (P <0.05) ; After multivariate Logistic regression analysis, the regression e-
quation of IGT in PCOS patients was finally determined as: Logit (P) = —1.518 +0.012 LAP. The ROC curve of the LAP value in the
Logistic regression analysis model was used as the test variable, the area under the curve is 0. 714, the Jordan Index is 0.329, and the
critical value is 41.905; After multivariate Logistic regression analysis, the regression equation of T2DM in PCOS patients was determined
as: Logit (P) = =3.606 + 0.014 LAP. The ROC curve of the LAP value in the Logistic regression analysis model was used as the test

variable, the area under the curve is 0.797, the Jordan Index is 0.463, and the critical value is 43.43. Conclusion There are differ-
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ences in the general clinical characteristics and glucose and lipid metabolism of patients with PCOS under different glucose metabolism

states, and they are aggravated with the progress of glucose metabolism states. Logistic regression and ROC curve were used to evaluate the

predictive value of LAP on the glucose metabolism status of PCOS patients, and a regression equation was established, in order to improve

the predictive power of glucose metabolism status in PCOS patients and the sensitivity and specificity of diagnosis, it has higher clinical ap-

plication value.
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