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Abstract : Objective To explore the predictive value of joint detection of serum receptor for advanced gly-
cation end products (RAGE) ,Dickkopf related protein 1 (DKK1),and forkhead box protein O1 (FoxO1) for
pregnancy outcomes in patients with polycystic ovary syndrome (PCOS). Methods Totally 148 patients with
PCOS in the hospital were enrolled as the case group,and were divided into an adverse pregnancy group (48
cases) and a good pregnancy group (100 cases) based on their pregnancy outcomes. Meantime, another 150
healthy pregnant women were enrolled as the control group. Enzyme-linked immunosorbent assay (ELISA)
was used to measure serum RAGE,DKKI1,and FoxO1 levels in each group. Pearson method was used to ex-
plore the correlation between serum RAGE,DKK1,FoxO1 and related clinical indicators. Multivariate Logistic
regression was used to explore the risk factors affecting pregnancy outcomes in PCOS patients. Receiver oper-
ating characteristic (ROC) curve was plotted to evaluate the predictive value of serum RAGE, DKKI1, and
FoxO1 for pregnancy outcomes. Results Compared with the control group,the case group had significantly
higher serum RAGE,DKKI1,and FoxO1 levels (P<C0. 05). Compared with the good pregnancy group,the ad-
verse pregnancy group had higher pre-pregnancy body mass index (BMI) , Homeostasis Model Assessment of
Insulin Resistance (HOMA-IR) , testosterone, interleukin (ILL)-6, tumor necrosis factor (TNF)-a,and serum
RAGE,DKK1,and FoxO1 levels (P<C0. 05). And serum RAGE,DKKI1,FoxO1l were positively correlated to
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HOMA-IR,IL-6 , TNF-a (P<C0.05),and serum RAGE was also positively correlated to testosterone (P <C0.
05). Elevated levels of serum RAGE,DKK1,FoxO1,and HOMA-IR were risk factors for pregnancy outcomes
in PCOS patients (P<Z0. 05). The area under the curve (AUC) of serum RAGE,DKKI1,and FoxO1 alone in
predicting adverse pregnancy outcomes were 0. 773,0. 791,and 0. 785, respectively,the AUC of the joint pre-
diction of the three was 0. 915,and the predictive value of the combined detection was better than their indi-
vidual predictions (Z . race = 3. 527, P <{0. 001, Zynoxxs = 2. 577, P =10. 010, Z i roxor = 2. 754, P =0. 006).
Conclusion Serum RAGE,DKK1,and FoxO1 levels are associated with adverse pregnancy outcomes in PCOS

patients. The joint prediction of the three has high clinical value and are good indicators for evaluating preg-

nancy outcomes in PCOS patients.
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25 5 n  RAGE(pg/mL) DKKl(ng/mL) FoxOl(ng/mL)
XHER4L 150 380. 45440, 27 2.1140. 83 4.2341.32
JEflZH 148 548.38463.16 3.634+1.16 6.671+1.76
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DKK1(ng/mL) 4.52+1.38 3.214+1.05 6.396 <0.001
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