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Relationship between Third Trimester Adiponectin and Postpartum Glucose Metabolism
in Gestational Abnormal Glucose Tolerance Patients

LI Ming-lan, WANG Zi-lian*, CHEN Hai-tian, ZHAN Yan-feng, HU Ming-jing, HOU Wen-jie
(Department of Obstetrics and Gynecology, The First Affiliated Hospital, Sun Yat-sen University, Guangzhou 510080, China)

Abstract; [Objective] To seek a predictor for the prognosis of gestationai abnormal glucose tolerance patients. [ Methods]
The study prospectively follow-up 68 gestational abnormal glucose tolerance patients in the first affiliated hospital of Sun Yat-sen
University from September to November 2007. [Result] Thirty-nine patients come back for postpartum oral glucose tolerance test
(OGTT). The total amount of patients with persistent abnormal giucose tolerance was 11, among which 1 case was impaired fasting
glucose (IFG) and the other 10 were impaired glucose tolerance (IGT). The third trimester plasma adiponectin concentration was
significant lower in the women who were identified IGT in the follow-up than those become normal. The third trimester adiponectin
was significantly negative related to postpartum OGTT 1 h and 2 h blood glucose. Through Stepwise Regression analysis, only third
trimester adiponectin was the risk factor of postpartum OGTT 2 h blood glucose.; Setting normal glucose tolerance as positive, the
area under the receiver operating characteristic (ROC) curve of third trimester adiponectin was 0.746, 95% confidence interval
was (0.566,0.927). Selecting adiponectin = 7.035 wg/mL as the cut-off point, the relative risk (RR) was 2.586. [Conclusion ]
The patients with third trimester adiponectin higher than 7.035 pg/mL have 2.586 fold chance to become normal glucose tolerance
in 6 ~ 8 weeks after delivery, compared to those whose adiponectin lower than 7.035 pg/mL. It indicates that patients with higher
adiponectin concentration in third trimester may have more chance of recovery to normal glucose metabolism.
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Table 1 Demeographic and prenatal metabolic

characteristics and postpartum bloed glucose of

postpartum IGT and NGT (xxs)

IGT(10)  NIGT(28) P
Age (year) 30026 30.8+39 0545
Height (em) 1572+45 158852 0402
Gestation (week) 374+05 379+03 0.593
Prenatal weight (kg) 64.6+6.1 684+92 0.227
Prenatal BMI (kg/m?) 26120 27.1+29 0351
Basic weight (kg) 523+64 54.1+73 0494
Basic BMI (kg/m?) 21.2+29 213+22 0951
Prenatal FINS (mU/L) 9.2+2.6 8620 0458
Prenatal FBG (mmol/L) 45+0.6 41+04 0.028
Prenatal HOMA-IR 1.8+ 0.6 1.6+04 0.119

Prenatal adiponectin (ng/mL)  8.0+2.7 108+32 0.017
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Table 2 Correlations of adiponectin with postpartum blood glucose in IGT and NGT before and after adjusting basic BMI

. Postpartum Postpartum  Postpartum
Postpartum Postpartum Postpar‘tur.n - OGTT 0 h OG"IT‘l h OCTT 2 h
. OGTT Ok OCGTT 1h OGTT 2 h Adjusting basic BMI
Adjusting basic BMI r -0.013 -0.395 -0.394 0.058 -0.382 -0.416
Prenatal adiponectin p ’ 0.939 0.014. 0.014 0.733 0.020 0.010
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Fig.1 ROC curve of adiponectin for NGT
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Table 3 Postpartum classification according to
adiponectin = 7.035 pg/mlL

Adiponectin Adiponectin

Postpartum Total
< 7.035 pg/mL > 7.035 pg/mL
IGT 6 4 10
NGT 3 25 28
Total 9 29 38
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