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Study on the changes of serum GLP-1 in obese and non—obese patients with polycystic ovary syndrome and its
correlation with body mass index and hormone levels ZHOU Qingxue , DONG Shilei, SHI Xiaochun, et al.Department
of Clinical Laboratory , Hangzhou Women’s Hospital , Hangzhou 310008, China.

[Abstract] Objective To study the level of fasting plasma glucagon-like peptide 1 (GLP-1) in obese and non—obese
patients with polycystic ovary syndrome (PCOS) and evaluate its correlation with body mass index (BMI) and hormone
levels. Methods Totally 34 patients with PCOS were enrolled as PCOS group and 16 healthy women were enrolled as
control group.The patients in PCOS group were divided into obese PCOS group and non-obese PCOS group according to
BMI. Fasting serum GLP-1 level, fasting plasma glucose, fasting insulin, sex hormones and lipid metabolism were mea—
sured. Pearson correlation test was used to analyze the correlation between GLP-1 level and BMI and hormones. Results
The levels of serum GLP-1,T,LH, LH/FSH, free androgen index (FAI) ,DHEAS, LDL-C and HOMA-IR in PCOS group
were significantly higher than those in control group (1=3.21,6.10,4.79,4.35,5.24,3.82,2.69,2.71, P<<0.05) , while the
level of SHBG was significantly lower than that in control group (1==5.64, P<<0.05).The serum levels of LH, LH/FSH,
SHBG and HDL-C in obese PCOS group were significantly lower than those in non—-obese PCOS group (1=-0.31,-2.44,
-2.35,-2.70, P<<0.05) , while the levels of GLP-1,
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PO VR SN FERTED ; 8T LS e ey K gkt (3 0.05).The results of correlation analysis showed that
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hormone level and glucose and lipid metabolism of PCOS patients are abnormal, and there are some differences among

different types of PCOS patients.Compared with non—obese PCOS patients, obese PCOS patients are more likely to develop

glucose and lipid metabolism disorders, and their serum GLP-1 concentration is significantly higher, GLP-1 may be in—

volved in the regulation of hormone levels and lipid metabolism in obese PCOS patients.
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A EE X (1=2.36,P<0.05)

2.2 PCOS & 55X IR AR A e AR LA L3 1

R1 PCOS HBEHFX FRLH AR A IS bR Ho A

Eitn PCOS4] X R ZH JEREAS PCOS JEAE R PCOS
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HDL~C/mmol/L 143+ 0.55 153+ 048 120+ 0.30° 1.67+ 0.65
HOMA-IR 379+ 3.70% 126+ 0.49 532+ 457 225+ 1.53
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5.24.3.82.2.69.2.71, P ¥ <0.05) , SHBG /K- H] .
T X IR (1=—5.64,P<0.05) .
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2.62,P¥#<0.05)  [HPFI AL PCOS B3 AR |
L3 1 T #1 DHEAS ZKF- LU 8K, 22 7 o4t 5 (¢
43 9)= 0.05.0.61.1.67,PJ>0.05) .
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