El e E# 204 2017 £ 9 F % 38 %% 18 1  Int ] Lab Med,September 2017, Vol. 38,No. 18 o 2497 .

Illli

YEYRYEPR R B ESNEM vo T AR LT R m R E X

REM . ATH .ZFH .43 HE'
" M EA KW BN T a4l E A b 1 AR ;2. fii A~ M 510623)

# E:BH RS EIRME R A (GDM) & F 2 5 ash B y0 T ey A m T4, AT vd T w2 GDM X %
P AE R A LB &R E . FiE AR Ficoll-Hypaque % EHE & k4 % GDM & & GRf 40) A A2 B F-da (3 B8 20) 41 B fo
A e (PBMO) , An A 38 84732 A Tt 3 R 4k (TCR)¥d £ 4 I Hu 4k (McAb) & H 4 A CD3 McAb 3 %, % X, 2 i K 5
Hyd T wmparr Eetl, R A#H 4 PBMC & v5 T 9o th s fsl 3 (6.8943.22) %, & CD3T T g i 64 (10. 8744, 91) % . xR 4
H(4.264+1.64) %, CD3" T ity (8.21+£0.35) %, Bl L B & Tr R4, B 2 fF A A %4t % & L (P<<0.05) ;47 4 GDM
BH oA PBMC ¥ vs T e eg bl A (8.7942.33)%, 5 CD3 T & At eg (12.27+5.45)% . 2 ¥ FH T Bm, L £ F A
%3 &L (P<0.05), &t GDM &% vd T MM 988 f PBMC Z CD3' T i F e el 3 & R T A B A £ Hraf ik &
T T@mpTBEG»H,

KR IR RF; W T @k, AX@BER

DOI:10. 3969/j. issn. 1673-4130. 2017, 18. 001 EEARIRAD : A X EHES1673-4130(2017)18-2497-03

Composition and clinical significance of yd T lymphocytes in peripheral blood of Gestational Diabetes Mellitus patients”
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Abstract: Objective To compare the composition of ¥§ T cells in the peripheral blood of gestational diabetes mellitus(GDM)
patients with those of normal pregnant women, so as to explore the association of y§ T cells with the onset and progression of
GDM. Methods The peripheral blood mononuclear cells(PBMC) of GDM patients(case group) and normal pregnant women(con-
trol group) were separated by Ficoll-Hypaque density gradient centrifugation. y§ T cells were labeled with FITC conjugated anti-
TCRYS monoclonal antibody(McAb) and PE conjugated anti-CD3 McAb and analyzed by flow cytometry. Results yd T cells in
GDM patients’ peripheral blood were about(6. 8943. 22) % , which was higher than normal control group(4. 26 +1. 64) %. The per-
centage of ¥d T cells in non-treated GDM group was significantly increased to(8. 79+ 2. 33) % , while in treated GDM group, the
percentage of y8 T cells was drop to normal(3. 76 1. 62) %. Conclusion 3 T cells in GDM patients’ peripheral blood and CD3" T
Cells were slightly increased. The alteration may be related to the onset of GDM.
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