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[ Abstract] Objective To investigate the changes in serum total adiponectin (tAPN) levels on
the spectrum from the normal weight(NW) to overweight/obesity( Ow/Ob) ,from normal glucose tolerance

(NGT) to impaired glucose regulation (IGR) and type 2 diabetes( T2DM ) , and the predictive values of

tAPN for Ow/Ob and IGR/T2DM. Methods A total of 60 patients with Ow/Ob complicated with initial
IGR/T2DM and 110 healthy volunteers with NGT were included. All subjects were divided into 4 groups
according to their BMI, fasting plasma glucose (FPG) and 2 hour plasma glucose (2h PG) after meals:
Normal weight and normal glucose tolerance group ( NW-NGT group, 60 cases ), overweight/obesity
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combined with normal glucose tolerance group ( Ow/Ob-NGT group, 50 cases) , overweight/obese with
impaired glucose regulation group,20cases ) , overweight/obese with T2DM group ( Ow/Ob-T2DMgroup,
40 cases). The general data[ including gender, age , systolic blood pressure ( SBP) , diastolic blood pressure
(DBP) ,BMI ] and laboratory test results[ ALT, FPG,2h PG, triglycerides ( TG ) , total cholesterol (TC) ,
high-density lipoprotein cholesterol ( HDL-C ) , low-density lipoprotein cholesterol ( LDL-C ), serum
creatinine ( Scr ) , fasting insulin ( FINS ) , tAPN, homeostasis model assessment of insulin resistance
(HOMA-IR) ,homeostasis model assessment of B cell function( HOMA-B) Jof each group were compared.
Spearman correlation analysis was used to explore the correlation between serum tAPN and metabolic
parameters. Logistic regression analysis was used to determine the risk factors for abnormal blood glucose.
Draw the receiver operating characteristic( ROC) curve and calculate the area under the curve to evaluate
the diagnostic values and the best cut-off point values of tAPN for Ow/Ob and IGR/T2DM. Results
With the increase of BMI and blood glucose, the levels of SBP, DBP, ALT, UA, TC, TG, FINS and
HOMA-IR were gradually increased from Nw-NGT to Ow/Ob-NGT, Ow/Ob-IGR, and Ow/Ob-T2DM
groups, while HDL-C, HOMA-B, and tAPN were gradually decreased (P <0.05). Spearman correlation
analysis showed that tAPN levels were negatively correlated with BMI, ALT, TG, FPG,2h PG, FINS, and
HOMA-IR , while positively correlated with HDL-C( P <0.05). Adjusted for confounding factors including
age, gender , BMI,and FINS, logistic regression analysis showed that tAPN was an independent protective
factor for abnormal blood glucose (OR =0.733,P <0.01). Based on ROC curve analysis, the best cut-off
values of tAPN in the diagnosis of Ow/Ob and IGR/T2DM were 4.24 pg/ml and 3. 13 pg/ml, respectively.
Conclusion  Serum tAPN is significantly negatively correlated with metabolic risk factors, which can

predict the occurrence of Ow/Ob and IGR/ T2DM.
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