E st E# 224 2012 42 9 F % 33 %% 17 #  Int ] Lab Med,September 2012, Vol. 33,No. 17 e 2069 -

MR 5 -
SEYRIEPR R BE Th17/Treg AR X B FHIR N A In K E X

x #H .. FLEEF
(1.ARFTEELSRXLITAR ZARS T, K 100075;2. AR FTASLEARER, LT 102600)

 E:BH AN EdEERRB(GDM) & & 9B s Thl7/Treg tafi 48 X B F 49 & & K F 484 Thl7/Treg £ GDM X % M
woPagtER ., FiE &R GDM &% (GDM 20)45 4], JE 3k 4 & & E % % (3F GDM 40)40 4, & B 5 B 3 (NGT 40)50 41, R A
ELISA % % % #m Thl7 % fe4a % B -F IL-17 . 1L-6 . IL-1B8 & Treg %m f A8 % B -F TGF-B.IL-10 #§ Lk K -F ., o 47 L& tm fo B -+
5 GDM & & =M et (FBG) A5 a4 (PBG) 4L w2 & & (HbAlI) .C R R E G (CRPY# AR XM, R 5 NGT 4%, 3
GDM 1 .GDM 41 1L-17 . 1L-6 TL-13 K+ A 2 b A, 2 F A 43t 5 & L (P<<0.05), . GDM 4% 4 GDM 4 L4 & 97 2 (P<
0.05); GDM 41 TGF-B.IL-10 &K -F % 24& T NGT 424 3f GDM 41, £ F A 4t 5 & L (P<<0.05) . M /G WAL E L B £ F (P>
0.05); X MHSHBR.CRP 5 IL-17.IL- 1 2 E489% .5 TGFR 2 A%, &it GDM EF v H4& Thl7 @itk B T4
# ok ik fe Treg tn fAR X B F 69 & ik TR ,42 5 Thl7/Treg T A A K 54 K& K #69 5 X A5 GDM 5 X 2 K Ja L)

KB AR ik Thl7 mfe; THE@mp, AT HE; XERT

DOI:10. 3969/j. issn. 1673-4130. 2012, 17. 010 MERARIRAD : A NERHS:1673-4130(2012)17-2069-02

Detection and significance of cytokines of Th17 and Treg cells in gestational diabetes mellitus patients
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Abstract: Objective To detect the expression levels of cytokines associated with Th17 and Treg cells in patients with gesta-
tional diabetes mellitus(GDM) and to explore the function of these cells in the inflammation pathological mechanism of GDM. Meth-
ods 45 cases of women with GDM (GDM group) .40 healthy gestational women(no-GDM group) and 50 healthy women(NGT
group) were enrolled and divided into 3 groups according to ADA diagnostic standard. Plasma levels of 11.-17,1L.-6 and IL-18 associ-
ated with Th17 cells,and the levels of TGF-8 and IL.-10 associated with Treg cells were detected by ELISA. Correlation of all these
cytokines and fasting blood glucose(FBG) , postprandial plasma glucose(PBG) , glycated hemoglobin Alc(HbAlc) , C-reactive pro-
tein(CRP) were analyzed by Pearson linear correlation. Results Compared with NGT group,levels of 11.-17,1L-6 and IL-18 in no-
GDM and GDM group were significantly higher(P<C0. 05) , while they were higher in GDM group than in no-GDM group. Expres-
sion levels of TGF-8 and I1.-10 were significantly lower in GDM group than both of NGT group and no-GDM group,but with no ob-
vious difference between the two groups after(P>>0. 05). Correlation analysis showed that CRP was positively correlated with 11.-17
and IL-18,but negatively correlated with TGF-B. Conclusion The higher expression of Th17 cytokines and the lower expression of
Treg cytokines could indicate that Thl17/Treg might be involved in the pathogenesis of GDM by inflammation and anti-

inflammatory imbalances mechanism.
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