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Clinical significance of determination of changes of serum high sensitivity C-reactive protein
and tumor necrosis factor alpha levels in patients with gestational diabetes mellitus

Wang Hui ,Luo Wei,Liao Weijiao,Liu Hanxin , Xiang Bo,Fan Tingting

(The First Af filiated Hospital of Guangzhou Medical College ,510120)
To investigate the association of serum concentration of high sensitivity C-reactive protein (hs-CRP) and
The lev-

Abstract: Objective
tumor necrosis factor alpha( TNF-o) with insulin resistance in women with gestational diabetes mellitus(GDM). Methods
els of hs-CRP and TNF-q from 35 pregnant women with normal glucose tolerance(NGT group) .32 pregnant women with impaired
glucose gestational tolerance(IGGT group)and 32 pregnant with gestational diabetes mellitus(GDM group) were detected. Homeo-
hs-CRP, TNF-gand HOMA-IR in the GDM
group were significantly higher than those in the IGGT and NGT group(P<C0. 05). Pearson correlation analysis showed that hs-
CRP and TNF-q were positively correlated with HOMA-IR (»=0. 282, P<C0. 01;r=0. 461, P<C0. 01). Conclusion The levels of

hs-CRP and TNF-q increase in women with GDM, which are closely related to insulin resistance and are the important factors in the

stasis model assessment was used to evaluate indexes of insulin resistance. Results

pathogenesis of GDM.
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29 By AR CE)  ZBEJED FBG(mmol/L) FINS(;:U/mlL) HOMA-IR hs-CRP(mg/L) TNF-a(pg/mL)
GDM 4 32 294450 24.8+4.6 6,421,347 AL 15,505,37 74 4,332,137 4 5,081,827 <AL 139, 67140, 257 AL
IGGT 41 32 29.24+4.8 25.3+4.2 5,510, 39" 10. 261, 67 2.3641.07" 3.0141.31° 72.30423.18"
NGT 41 35 28.745.2  24.745.0  4.5340.42 8.6243.05 1.7240.78 1.73+0. 68 23.12410. 85

*:P<C0.05," * : P<C0.01,GDM 41 . IGT 415 NGT 4t #¢: 4 : P<<0. 05,44 : P<<0.01,GDM 5 IGGT 4l 4% .
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