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[ Abstract |

Objective To analyze vitamin D levels in patients with gestational diabetes mellitus(GDM) ,and to explore the re-

lationships between vitamin D and insulin resistance and pancreatic beta-cell function of these patients. Methods Single pregnant
women with 24 weeks to 28 weeks of pregnancy in the Second People Hospital of Guiyang were selected at July 2013 to January
2014,30 cases were diagnosed with GDM(GDM group) and 30 normal blood glucose were divided into control group. homeostasis
model assessment B-cell function(HOMA-B) ,early phase insulin secretion index(AI30/AG30) , homeostasis model assessment insu-
lin resistance indexCHOMA-IR) ,insulin sensitivity index(ISOGTT) and general clinical index were compared. The correlations of
serum 25-hydroxyvitaminD[ 25(OH)D] with blood glucose.insulin resistance and pancreatic beta-cell function were evaluated by u-
sing multiple stepwise regression analysis in two group. Results The level of serum 25-COH)D in GDM group was lower than that
in control group[ (20. 3325, 26)vs(23. 74+ 7. 24)ng/mL(P<C0. 05)]. The level of serum 25-(OH)D in GDM group was lower than
those in control group[ (17. 886. 96) ws (23.0246. 71)ng/mL(P<C0. 05) ]; Multiple regression analysis showed that fasting glu-
cose levels was independently associated with 25(OH)D(g= —0. 283, P<C0. 05) ;and ISOGTT had independent correlations with 25
(OH)D(B=0. 245, P<C0. 05). Conclusion Patients in GDM group had a lower Vitamin D level than that in control group, which
was related to fasting glucose. The vitamin D deficiency may affect glucose metabolism by reducing insulin sensitivity in pregnant
women.
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1 AR B RILE (TL5)
a5 § EMS TR 2T BMI ey Wi FPIKE TG TC LDL-C HDL-C
%) 5 (kg) (kg/m?) &) (mm Hg) (mm Hg)  (mmol/L)  (mmol/L)  (mmol/L)  (mmol/L)
Xof Bl 30 2642.9 51.046.0 20.24+2.3 25.7+1.4 112+6 7146 2.5540.62 5.8041.14 3.354+0.88 1.96+0.36
GDM 41 30 3044.9* 5714800 22.4+2.8 26.1£1.3 10946 70+6 3.3041.19* 5.52+1.12  3.0240.79  1.9040. 40
t 4. 261 3.159 3.135 1. 266 1. 081 0. 926 3.093 —0.972 —1.522 —0.578
P <0. 05 <20. 05 <0. 05 0. 05 >0.05 =>0.05 <0. 05 0. 05 =0.05 >0.05
gkl AR BRI R (TL5)
) CRP Ca?! P PTH 25(0H)D HOMA HOMA- Al30/ SOGTT
(mg/L)  (mmol/L) (mmol/L)  (ng/mL) (ng/mlL) B IR AG30

X B2 30 3.2243.19 2.194+0.12 1.1540.12 43.10413.60 23.74+7.24  266.834+152.01 1.891.00 37.62+21.29 44.71412.24
GDM 41 30 3.87£3.24 2.2140.13 1.1940.17 43.39+15.51  20.33+5.26 231.15+123.88 3.56+1.19 22.794+17.09 93.18+433.59
t —0.779 0. 886 1.151 0.075 —2.218 —0. 997 1.954 5. 886 —0. 276

P =0.05 =0.05 =0. 05 =0.05 <20.05 =0.05 <20.05 <0.05 <20.05
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OGTT. itz i B )5 30.60.120, 180 min 4% Bif AH i 1IE
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®2 25(OH)D E& A m#EER X R (+s,ng/mL)

I 5] 45 I n
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&yl <5.1 44 23.0246.71 0.108  <C0.05

=5.1 16 17.88%6. 96
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MEZH e B 22 S8 A Bt 28 3 L (P<C0. 05), 5 DAfE i — 5%,
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FAH G FE X (P<0.05), 5 BB TR # 25 (OH)D K
A MM E R AR, 2 R A ST L (P<<0.05), A&t
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