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®1 MARKERERILEE (n=30,x%5)

2051 W (%) ZET BMI 2 (kg) 28151 BMI Z R E (kg) Z 3 A (k)
GDM 30.33 £3.22 21.89 £2.03 56.13 £7.40 25.75£1.83* 65.94 £6.87 " 9.80£3.05"
GNGT 29.70 4. 10 21.04 +2.37 53.98 +6. 89 23.93 £2.30 61.37 £6.70 7.38 £2.04

:5 GNGT 4l bk, * P <0.05,

F2 MWMALNLIEIRIEER (n=30,x%s)

ZH 5] FBG( mmol/L) 1hBG (mmol/L) 2hBG ( mmol/L) FIns( mu/L) 1hIns( mu/L) 2hIns( mu/L)
GDM 4.98 £0.53* 11,17 £1.27% % 9.11 +1.32** 30.63 + 9.57 58.94 £16.35 42.31 £11.73
GNGT 4.50 +0. 33 7.46 +1. 18 6.41 +0.90 28.73 £10. 02 64.34 £11.83 38.47+ 8.75
2H 51 FGLP-1 ( pmol/L) 1hGLP-1 (pmol/L)  2hGLP-1( pmol/L) HOMA-IR 1 hlns J3 A5 %% 1hGLP-1 43 A 35 %%
GDM 7.97 £3.50 11.15 +4.84 " 9.58 £4.05 6.92£2.73 4.68+ 2.10" " 0.53+0.42%"
GNGT 8.89 £3.90 13.96 £6.58 11.36 +4.68 5.72 +1.92 22.05 £33.25 2.78 4. 46

.5 GNGT 4{ kb4, * P <0.05, " * P <0.01,
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