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Abstract: [Objective] To investigate the relationship of different types of gestational diabetes mellitus (GDM) and thyroid
function. [ Methods ] A Total of 3846 cases, which received prenatal examination, delivered in the Eastern Hospital of the First Affili-
ated Hospital , Sun Yat—sen University and performed a 75 g oral glucose tolerance test (75 ¢ OGTT) at 24—28 gestational weeks,
from Jan 1st, 2014 to Dec 31st, 2015, were divided into 2 groups. Normal blood glucose group: the result of OGTT (fasting plasma
glucose, 1 hour glucose and 2 hour glucose) was normal ; Gestational diabetes mellitus group (GDM group ) : the result of 0GTT was
abnormal. GDM group were divided into I, I, and II. GDM I defined as one abnormal blood glucose of result. GDM 1I : two ab-
normal blood glucose. GDM 1Il : three abnormal blood glucose. 1868 cases of healthy pregnant women were reselected as the control
group. TSH, FT4 and TPO Ab were detected in two groups. Analysis of Variance , Mann—Whitney U test, Kruskal Wallis rank test or
Fisher's test was used for statistical analysis. [Result] There were statistically significant difference in TSH, FT4 between GDM sub-

group and control group (P = 0.012, P = 0.002). TSH median trend to increase in GDM I , and FT4 median trend to decrease in
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GDM L. The Prevalence of hypothyroidism in GDM I and GDM Il were higher than those in control group. [ Conclusion] The GDM

group with two or three abnormal blood glucose had a higher incidence thyroid gland dysfunction, especial with subclinical hypothy-

roidism. We should fully test the thyroid function, treat diabetes as early as possible and improve the pregnancy outcome as we could.
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Table 1 General condition in the two groups

Group n Agelyears Gestational week BMI
GDM 212 28.4£1.7 37.1+£1.8 29.0£2.3
GDM [ 116 28.1+2.4 37.3£2.6 28.6x1.6
GDM 1 61 28.9+1.6 37.1£1.3 29.1+1.1
GDM I 35 29.3+3.1 37.0£2.5 29.5+2.3
Control 1 868 28.3+2.8 37.4+1.5 28.4+1.7
F 0.073 0.069 0.102
P 0.592 0.247 0.089

K2 243 TSH.FT4 51 TPOAb 7K F Eb 8;

Table 2 Level of TSH, FT4, and TPOAD in the two groups

[ M(min ~ max) |

Group n TSH FT4 TPOAb
GDM 1 116 2.04(0.08 ~ 6.89) 16.23(9.87 ~ 24.36) 48.77(5.61 ~ 639.45)
GDM II 61 2.35(1.23 ~7.69) 12.11(8.65 ~22.11) 53.66(10.1 ~ 799.50)
GDM I 35 2.12(0.79 ~ 8.27) 14.85(9.26 ~ 19.75) 56.44(15.2 ~ 856.33)
Control 1 868 2.06(0.24 ~9.13) 16.01(6.77 ~ 32.6) 51.33(3.50 ~ 966.50)
7" 2.512 3.090 0.896
P" 0.012 0.002 0.370

1) Compared between CDM II and control.

R3 2EZARRBINESENERBERILER
Table 3 Kind of thyroid dysfunction in the two groups cases (%)

Thyroid dysfunction

TPOAb

Group n Subclinical

Hyperthyroidism Hypothyroidism

Subclinical o
Hypothyroxinemia  Total positive

hyperthyroidism  hypothyroidism

GDM 1 116 2(1.7) 2(1.7) 2(1.7)
GDM I 61 2(3.2) 1(1.6) 1(1.6)
GDMII 35 0 1(2.9) 0

Control 1 868 31(1.6) 43(2.4) 43(2.3)

3(2.6) 3(2.6) 12(10.3) 11(9.5)
6(9.8)" 2(3.2) 12(19.7)  6(9.8)
6(17.1)" 1(2.9) 8(22.8) 2(5.7)
67(3.6) 55(3.0) 239(12.2) 148(7.9)

Compared with control , 1) P < 0.05
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