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[ Abstract] Objective To investigate the effect of leptin and soluble leptin receptor( sLR) on the oc-
currence of gestational diabetes mellitus( GDM) and fetal growth and development. Methods A total of 673
pregnant women with continuous prenatal care visits and gave birth at the Chenggong Affiliated Hospital of
Xiamen University from January to December in 2014 were selected, and followed up until late pregnancy.

Based on the results of glucose tolerance test, 50 GDM patients with well-controlled glucose levels were se-
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lected into the GDM group by random sampling method. Another 50 pregnant women with similar demograph-
ic features and normal glucose tolerance results were enrolled into the normal pregnancy group. Based on
gestational age, the two groups were further divided into early pregnancy and late pregnancy groups. Serum
leptin and umbilical blood leptin, sLR, adiponectin, resistin and other biochemical indexes were measured
homeostasis model of assessment for insulin resistance index (HOMA-IR) was calculated; and neonatal an-
thropometry was also measured. Multiple Logistic regression method was used to analyze the risk factors of in-
sulin resistance in early pregnancy. Spearman correlation analysis was applied in analyzing the correlation
between serum leptin levels and sLR, adiponectin, resistin, biochemical indicators. Results In early preg-
nancy, compared with normal pregnancy group, serum leptin, fasting insulin( FINS) , total cholesterol, tri-
glyceride, low density lipoprotein-cholesterol ( LDL-C) were increased (¢ =0.938-6.864, all P <0.05),
while the levels of sLR and adiponectin were decreased in GDM group (t =9.237, 2.216, all P <0.05).
No statistical significance was found in resistin, high density lipoprotein-cholesterol (HDL-C) and fasting
glucose levels(all P >0.05). In late pregnancy, compared with normal pregnancy group, the levels of ser-
um leptin, resistin, fasting glucose, FINS, triglyceride, total cholesterol, LDL-C and HOMA-IR were in-
creased(t =0.429-13.787 ,all P <0.05), while the levels of sLR and adiponectin were decreased in GDM
group(t=2.216, 5.623, all P<0.05). There was no statistical difference in HDL-C level (P >0.05).
Compared with normal pregnancy group, the levels of umbilical blood leptin and resistin were increased
(¢=1.007, 11.857, all P<0.05), while the levels of sLR and adiponectin were decreased in GDM group
(¢+=1.007,11.857,all P<0.05). Multiple Logistic regression analysis showed that, in early pregnancy,
leptin(OR =1.288, 95% CI; 1.137-4.370) , resistin( OR =1.223, 95% CI. 1.035-1.570) , total choles-
terol(OR =1.216, 95% CI.1.026-1.823) , triglyceride (OR =1.357, 95% CI:1.008-3.572) and LDL-C
(OR=1.634, 95% CI.1.251-3.764) were independent risk factors for the occurrence of insulin resistance
in GDM group. sLR (OR=0.714, 95%CI. 0.161-0.893) and adiponectin ( OR =0.352, 95% CI .
0.112-0.510) were protective factors of GDM group in early pregnancy. For patients of late pregnancy in
GDM group, the level of maternal blood leptin was negatively correlated with sLR and adiponectin
(r=-0.16,-1.13, all P=0.000), while positively correlated to resistin(r=0.269, P=0.019). The
level of umbilical blood leptin of GDM group showed negative correlation with sLR and adiponectin
(r=-0.147, —1.250, all P=0.000), positive correlation with resistin, body weight, Ponderal index
(r=0.410, 0.673, 0.301, all P <0.05). Conclusion Leptin and sLR are correlated with insulin resist-
ance in patients with GDM, but not with fetal growth and development.

[ Key words] Leptin; Soluble leptin receptor; Gestational diabetes mellitus ; Insulin resistance; De-
velopment
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