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Influence of Polycystic Ovary Syndrome and Different Ways to Conceive on Pregnancy
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Abstract; [Objective] To investigate the pregnant outcomes of women with polycystic ovary syndrome (PCOS) and the effects of
different conceived ways on it. [Methods] A total of 220 pregnant women with PCOS in Sun Yat-sen Memorial Hospital (SYSM) of
Sun Yat-sen University between January 2007 and December 2010 were collected, 11778 pregnant women without PCOS at the same
period as the control. The pregnant complication, pregnant outcome, as well as the various conceived ways including natural
conception, ovulation and in vitro fertilization-embryo transfer (IVF-ET) were compared. [Results] The incidences of spontaneous
abortion, abnormal glucose metabolism, hypertensive disorders in pregnancy, premature delivery, twins, fetal growth restriction
(FGR) and neonatal jaundice were higher in PCOS group than that in control group (P < 0.05), which were 34.54% vs 8.86%,
49.31% vs 8.22%, 10.42% vs 2.17% , 18.75% vs 10.13%, 22.92% vs 4.26% , 7.64% vs 2.11% and 17.36% vs 8.95% ,
respectively. Besides, the incidence of macrosomia (4.17% vs 2.46%), fetal malformation (2.08% vs 2.52%), and neonatal
asphyxia (10.42% vs 7.84%) in PCOS group were also increased, compared to the control group, although there were no statistically

significance. In terms of the effects of conceived ways on pregnant outcomes, compared to the PCOS patients in natural conception,
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the incidence of having twins (45.24% vs 2.90% ) and FGR (11.90% % vs 1.45% ) of PCOS patients conceived by IVF-ET
increased; those in patients taking ovulation showed the same trend, whose incidences of twins and FGR were 36.36% and 15.15%,
respectively. The preterm birth rate of IVF- ET, ovulation group and natural conception group were 26.19%, 27.27%, and 10.14%,
respectively.  The difference was statistically significant among these three groups. No significant differences were showed on the
incidences of the other complications. [ Conclusions] Incidences of pregnant outcomes including spontaneous abortion, abnormal

glucose metabolism, hypertensive disorders in pregnancy, preterm labor, twins, fetal growth restriction and neonatal jaundice, but

not macrosomia, fetal malformation and asphyxia, significantly increased among women with PCOS. The conceived ways of PCOS

patients play a role on the incidence of twins, FGR, and preterm delivery.
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A 8 21 FRAEK -, 17 1 (11.8% ) 1A 95 N\ 7 22 Jike
S EWAWIRIT (R 1.2).
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Table 1 Comparison of pregnancy outcomes between PCOS and control group n(%)
Abnormal glucose Preterm Fetal Neonatal Neonatal
Group n i HDP Twins ~ Macrosomia FGR . . . .
metabolism labor malformation  asphyxia jaundice
PCOS 144 71(49.31)  15(10.42) 27(18.75) 33(22.92) 6(4.17)  11(7.64)  3(2.08)  15(10.42) 25(17.36)
Control 4925 405(8.22)  107(2.17) 499(10.13) 210(4.26) 121(2.46) 104(2.11) 124(2.52) 386(7.84) 441(8.95)
X 271.5 40.5 11.2 106.7 13 11.8
P value <0.001 <0.001 0.001 <0.001 0.17 <0.001 0.74 0.26 0.001
OR 10.9 5.2 2.0 1.7 3.8 0.8 1.4 2.1
(95% CIT) (17,153)  (3.0,92) (13,3.1) (4.7,10.1) (0.7,40) (2.0,7.3) (03,26) (0.8,24) (1.4,3.3)
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Table 2 Comparison of pregnancy outcomes between PCOS and control group after excluding twins n(%)
Abnormal glucose Fetal Neonatal Neonatal
Group n ) HDP Preterm labor ~ Macrosomia FGR o
metabolism malformation asphyxia jaundice
PCOS 111 59(53.15) 11(9.91) 13(11.71) 6(5.41) 3(2.70) 1(0.90) 10(9.01) 18(16.22)
Control 4715 343(7.27) 96(2.04) 428(9.08) 121(2.57) 90(1.91) 115(2.44) 356(7.55)  415(8.80)
X 298.9 31.0 0.9 0.3 73
P <0.001 <0.001 0.34 0.07 0.47 0.52 0.57 0.007
OR(95%CI) 145(98,21.3)  53(28,102) 1.3(0.7,24) 22(09,50) 1.4(04,46) 04(0.1,26) 12(06,23) 2.0(1.2,34)

®3 PCOS BEARRZZAXNMIEIREF/ILE

Table 3 Comparison of pregnancy outcomes during PCOS patients conceived by three different ways n(%)
Spontaneous  Abnormal glucose Neonatal Other pregnancy
Group n . . HDP Preterm labor twins o FGR o
abortion metabolism jaundice complications
IVF-ET 65 23(35.38) 20(47.62) 4(9.52) 11(26.19) 19(45.24)V 7(16.67) 5(11.90) 7(16.67)
Ovulation 65 22(40.00) 16(48.48) 3(9.09) 9(27.27)  12(36.36)" 7(21.21)  5(15.15)" 7(21.21)
Natural conception 100 31(31.00) 35(50.72) 8(11.59)  7(10.14) 2(2.90) 11(15.94) 1(1.45) 10(14.49)
X 1.3 0.16 0.25 6.25 30.3 0.5 7.5 0.7
P 0.5 0.92 0.89 0.04 <0.001 0.8 0.02 0.7

1) means that the difference is statistically significant when compared with natural conception group
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