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Tab.1 Comparison of BMI , FPG, 2 hPG , HbAlc and
homocysteine between the three groups (Mean+S5D)

Controlgroup Diabetesgroup Cormplicationsgroup

n=30 n=20 n=230
EMI{ kg/rt ) 22,314 3 23.1£3.7 229427
FPG{mmol/L) 4.33+0.54 B.EF+156 997+2. 11
2hPG{mmolL)  9.71£2.23 13.34+3 56 1547244 13+
HbAlc{%) 53.12+0.81 11.01+4 23 13 3243 42k#
Homooyeteine 2.40£1.33 9.34+2.01 19.54+8 46%#

{ umol/L)
*P<0.01 ws control;*P<0.05 s diabstesgroup BMIL: Bodymass

index;FPG: Fastingplasmaglucoze; 2hP G 2-hourplasma
glucoae;HbA 1o: Glucosylatedhemoglobin
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