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Abstract

AIM: To analyze the significance of adiponectin
(APN) and its receptors in in the pathogenesis
of gestational diabetes mellitus (GDM) and the
relevant factors involved.

METHODS: Fifty pregnant women with GDM
treated between June 2011 and June 2013 at our
hospital and 50 normal pregnant women were
included into an observation group and a con-
trol group, respectively. Fasting blood glucose,
insulin and other laboratory indicators were
retrospectively analyzed, and their relationship
with serum APN was explored.

RESULTS: In the observation group, body mass
index (BMI), fasting plasma glucose (FPG), total
cholesterol (TC), triacylglycerol (TG), fasting
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insulin (FINS), homestasis model assessment
for insulin resistance (HONA-IR) and APN
were 24.97 kg/m” + 4.32 kg/m?, 7.02 mmol/L
+ 0.63 mmol/L, 5.39 mmol/L * 1.29 mmol/L,
2.27 mmol/L + 1.18 mmol/L, 19.37 mU/L %
6.37 mU/L, 9.27 mmol/L £ 1.56 mmol/L, 2.17
mg/L +0.69 mg/L and 1.31 mg/L £ 0.22 mg/L,
respectively; the corresponding values in the
control group were 23.77 kg/m” + 2.39 kg/m’,
3.91 mmol/L £ 0.59 mmol/L, 4.21 mmol/L + 0.68
mmol/L, 1.12 mmol/L + 0.28 mmol/L, 13.24
mU/L £5.61 mU/L, 3.26 mmol/L £ 0.51 mmol/
L,3.62mg/L £1.02 mg/L and 0.11 mg/L + 0.03
mg/L. The above indexes differed significantly
between the two groups (P < 0.05 for all). Serum
APN levels showed a negative correlation with
pre-pregnancy BMI, TG, HOMA-IR and FINS (r
=-0.371, -0.459, -0.281, -0.321, P < 0.01 for all).

CONCLUSION: In GDM patients, APN and its
receptors are closely related to insulin resis-
tance, and clinical determination of APN may

be helpful for the diagnosis and treatment of
GDM.

© 2014 Baishideng Publishing Group Co., Limited. All
rights reserved.
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paxzl BMI FPG TC TG FINS HONA-IR APN AdipoRl
(kg/m?) (mmol/L) (mmol/L) (mmol/L) (mU/L) (mmol/L) (mg/L) (mg/L)
WEH 2497+432 7.02+063 539+1.29 227+1.18 19.37+6.37 9.27+156 2.17+0.69 1.31+0.22
WIBH 23.77+239 3.91+059 421+068 1.12+028 13.24+561 3.26+051 362+1.02 0.11+0.03
FE 59.245 26.738 9.527 16.581 13.637 5.112 6.396 4.731
PE <0.01 <0.01 <0.01 <0.01 <0.01 <0.01 <0.01 <0.01

BMI: /ARS1EEL; FPG: =IEMNNE; TC: SIBEEZ; TG: =BEEDH; FINS: RIERBER; HONA-IR: R RITTUEEL, APN: IEIEEE;

AdipoRI: BSEXERZK1.

ST ISR ! PE
BMI -0.371 0.0004
TG -0.459 0.0015
HOMA-IR -0.281 0.0005
FINS -0.321 0.0003
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FINS: ERRE.
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