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The comparison adiponectin, glycosylated hemoglobin, blood lipid and body mass index in individuals
with impaired glucose regulation and type 2 diabetes mellitus”
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Abstract : Objective
index(BMDin individuals with impaired glucose regulation(IGR) and type 2 diabetes mellitus (T2DM) ,and to predict their effect in
development of IGR,T2DM. Methods
newly diagnosed T2DM group,128 patients with impaired glucose regulation(IGR group) .160 individuals with normal glucose tol-

To investigate the difference of adiponectin, glycosylated hemoglobin (HbAlc) ,blood lipid and body mass

Medical examination objects were selected and divided into three groups:145 patients with

erance (NGT group, as control). Fasting adiponectin, HbAlc, total cholesterol (TC), triglyceride (TG), low density lipoprotein
(LDL-C) , high density lipoprotein cholesterol(HDL-C) were determined. We measured body height, body weight to compute body
mass index(BMID). Results The levels of HbAlc, TC, TG, LDL-C, BMI were significantly higher in T2DM group than those in
NGT group(P<C0. 05) ,the levels of HDL-C and adiponectin were more declined in T2DM group than those in NGT group (P<C
0. 05). The levels of HbAlc, TC,TG,LDL-C,BMI were significantly higher in IGR group than those in NGT group(P<C0. 05) , the
levels of HDL-C and adiponectin were more declined in IGR group than those in NGT group (P<C 0. 05). The levels of HbAlc,
TC,TG,LDL-C,BMI were significantly higher in T2DM group than those in IGR group(P<C0. 05) , the levels of HDL-C and adi-
ponectin were more declined in T2DM group than those in IGR group (P<C0. 05). Conclusion During the course of disease from
NGT to IGR to T2DM, plasma adiponectin levels are decreasing, however HbAlc, TC, TG, LDL-C are increasing gradually while
BMI were increasing. Therefore it has very important effect and significance in controlling BMI and plasma adiponectin levels to pre-
vent and cure IGR, T2DM and plasma lipid disorder.
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