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[ Abstract ]Objective : To investigate the risk factors for gestational diabetes mellitus(GDM) in polycystic ovary syndrome (PCOS) at
different gestation,and to further understand the clinical characteristics of PCOS complicated with GDM. Methods ; Pregnant women
diagnosed with PCOS in the Obstetrics and Gynecology Department of Maternal and Child Health Care Family Planning Service Center
of Shapingba District of Chongqing and received standard treatment and prenatal care services during March 2013 to March 2015
were included. According to the result of oral glucose tolerance test at 24th week and 32nd week of gestation, aforementioned pregnant

women were divided into GDM group (n=20 at 24 weeks of gestation,n=28 at 32 weeks of gestation) and Non—-GDM group (n=77 at
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(2018-01-09) for GDM were analysed. Results ; At 24th week of gestation,

basic information and the differences in the level of androgen

and insulin in each group were compared,and the risk factors
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there were significant differences in the weight gain and level of insulin between GDM group and Non-GDM group [the weight gain in
GDM group is (5.54 +1.32) kg,while in Non—-GDM group is (4.08 £ 0.91) kg,1=2.487,P=0.015;the concentration of insulin in GDM
group is (30.35 = 8.70) pmol/L,,while in Non-GDM group is (2547 +7.56) pmol/l.,1=3.289,P=0.001]. At 32nd week of gestation, there
were significant differences in the weight gain,family history of diabetes, the level of testosterone and insulin between GDM group and
Non—GDM group [the weight gain in GDM group is (9.83 +£0.91) kg,while in Non-GDM group is (8.61 +1.23) kg,1=2.283,P=
0.025 ; patients with family history of diabetes in GDM group are 10 cases,while in Non-GDM group are 9 cases, x¥’=3.939, P=0.047;
the concentration of testosterone in GDM group is (3.49 £ 1.65) nmol/L,, while in Non—-GDM group is (2.46 + 1.17) nmol/L.,1=2.542,
P=0.013;the concentration of insulin in GDM group is (33.78 +7.01) pmol/L., while in Non-GDM group is (27.12 £ 6.39) pmol/L,i=
4.108,P=0.000]. Logistics regression analysis showed that both the higher weight gain and level of insulin were independent risk factors
for GDM in PCOS pregnant women(OR=2.467,95%CI=1.912 to 3.355,P=0.029;0R=1.565,95%CI=1.287 to 1.921,P=0.007) at 24th
week of gestation;while the higher weight gain and level of testosterone and insulin were independent risk factors for GDM in PCOS
pregnant women (OR=2.640,95%CI=2.392 to 3.588,P=0.033;0R=1.587,95%CI=1.103 to 3.307,P=0.045; OR=2.735,95%CI=
1.182 to 4.803,P=0.001) at 32nd week of gestation. Conclusions ;Higher weight gain and level of insulin are risk factors for GDM
in PCOS pregnant women at second trimester and third trimester. Furthermore , higher level of testosterone is a risk factor for GDM in
PCOS pregnant women at third trimester.
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Tab.1 Risk factors and single factor analysis of GDM in pregnant women with PCOS at 24th week of gestation

WiH 4k GbM 41 GDMZH h* 18 P8
% (n) 77 20 / /

R (2 29.92 +5.07 30.16 £ 3.25 1212 0.228
B (em) 156.35 +7.53 154.72 £ 4.15 0.895 0.373
ZERiT A B (kg) 51.17+4.78 53.92+4.23 2.149 0.034
ZEHRRE IR 2 (kg) 4.08 091 5.54+1.32 2.487 0.015
ZEHi] BMI(kg/m?) 2221 %247 23.76 = 2.02 2.101 0.038
BEPRIG GG L (n, %) 9(11.69) 6(30.00) 2792 0.095
T (n, %) 5(6.49) 2(10.00) 0.003 0.956
S (nmol/L) 2.86 +1.83 3.02+1.34 1.696 0.093
TS i (nmol/1.) 17.41£5.78 18.29 +7.46 1.647 0.097
Ji % % (pmol/L) 25.47 +7.56 30.35 +8.70 3.289 0.001

*2 ZgHI PCOS 2% GDM R £ ERER R EER

Tab.2 Risk factors and single factor analysis of GDM in pregnant women with PCOS at 32nd week of gestation

WH JE GDM 41 GDM4L i i PAE
% (n) 69 28 / /

AR (2) 29.20 +4.93 3043 +3.11 1.032 0.305
B (em) 156.83 6.72 155.51 +4.35 2.055 0.043
ZHIR T (kg) 51.77 £5.78 52.90 +6.23 1.746 0.084
ZHSE IR T i (kg) 8.61+1.23 9.83+0.91 2283 0.025
ZE1i] BMI(kg/m?) 22.14+2.82 23.95+3.03 2.071 0.041
BEIRIG SR L (n, %) 10(14.49) 9(32.14) 3.939 0.047
RN (n, %) 5(7.25) 2(7.14) 0.000 0.986
22 (nmol/L) 246 £1.17 349+ 1.65 2.542 0.013
T4 1 (nmol/L) 16.90 £6.11 17.66 +5.30 1.549 0.125
[l &% % (pmol/L) 27.12 639 33.78 +7.01 4.108 0.000
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Tab.3 Logistic regression analysis of risk factors for GDM
in PCOS patients
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