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Abstract: [Objectives] To analyze the relationship between cord blood leptin and neonatal body index in the
mothers with gestational diabetes mellitus (GDM) and to explore how leptin plays a role in fetal growth. [Methods]
This study recruited 150 GDM mothers and their babies admitted in our hospital from November 2006 to February
2007. There were 73 cases of abnormal glucose metabolism with good control of blood glucose and 77 cases of
normal glucose tolerance. Their babies were divided into 25 cases of large for gestational age (LGA) and 125 cases
of appropriate for gestational age (AGA). To analyze their clinical datas such as neonatal body index and to detect
serum leptin in cord blood by radioimmunity. [ Results]LGA’s cord blood Leptin level was higher than that in AGA
group (16.17 +12.53 vs 10.84 + 8.41 pg/L, P < 0.05). In newborns of abnormal glucose metabolism mothers,
LGA’s birth body weight was positively correlated with cord blood Leptin(r=0.974,P < 0.05). In newborns of NGT
mothers, LGA’s body index was not correlated with cord blood leptin. [ Conclusions] LGA compared with normal
glucose tolerance, cord blood leptin is higher. It is indicated that cord blood leptin may play a role in the
mechanism of fetal overgrowth in abnormal glucose metabolism mothers.
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Table 1 Comparison of neonatal details

LGA group (n=25) AGA group (n=125)

bl Weeks 39.16 + 1.28 39.26 + 1.12

- 3.96 +0.21 3.25+0.30"
— 51.20 = 1.00 49.67 + 1.16"
I 35.26 + 1.23 33.56 + 141"
Lyt cind o101 38.24 + 1.45 35.04 = 1.79"
J— 12.03 + 0.68 10.93 + 0.60 "
[ A——— 11.60 + 1.40 9.90 +.1.20"
Lipp/mam 8.40 + 1.10 7.00 = 0.90"
Pt o gl (g T 16.17 £ 12.53 10.84 + 8.412

LGA: large for gestational age; AGA: appropriate for gestational
age; lya: Hypodermic fat thickness of abdomen; 1)P< 0.001; 2)P<
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Table 2 Correlation of cord blood’s leptin and LGA's body index in AGM or NGT mothers

, BBW NL HC SC UAC TSF HET

Leptin in AGM mother r =~ 0.974 10.004 - 0.011 -0.237 0.154 0.267 0.363
P 0.011 0.991 0.974 0.458 0.632 0.402 0.246

Leptin in NGT mother r -0.058 0.167 0.048 —-0.068 0.218 0.138 0.082
P 0.851 0.585 0.557 0.824 0.474 0.654 0.790

AGM:abnormal glucose metabolism; NGT: normal glucose tolerance; BBW: birth body weight; NL: neonatal length; HC: head circumference;

SC: shoulder circumference UAC: upper arm circumference; TSF: tricep skinfold thickness; HFT: hypodermic fat thickness of abdomen
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