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Abstract: Objective To assay serum free fatty acids (FFA)and high-sensitivity C-reactive protein(hs-CRP) levels in subjects
with overweight or obesity and type 2 diabetes mellitus(T2DM) ,and to evaluate the correlation of FFA,hs-CRP with body mass in-
dex(BMD , glucose, lipid metabolism parameters and insulin sensitivity index. Methods 180 subjects were divided into 4 groups ac-
cording to BMI and glucose regulation,normal glucose regulation and normal weight(group [ ,20/22),T2DM with normal weight
(group [l ,14/18) ,overweight or obese subjects with normal glucose regulation(group Il ,28/24)and T2DM with overweight or o-
besity(group IV ,26/28). Fasting plasm glucose(FPG) , plasm lipid, uric acid, FFA,hs-CRP and fasting plasm insulin levels were de-
FFA levels in groups of 1I, 1,1V
were significantly higher than that of [ group(P<C0. 05),but there were no significantly difference in FFA levels between groups of
I .1 ,IV;hsCRP levels in groups of I , Il , IV were significantly higher than that of ] group(P<C0.05), hs-CRP in [V group was
significantly higher than those of groups of Il , [ll (P<C0. 05),but there was no significantly difference in hs-CRP levels between
groups of I . [ll. Both HOMA-IR(r=0. 438, P<(0. 01)and BMI(r=0. 249, P<C0. 01) were independent variables of hs-CRP, mean-
while HOMA-IR(r=0. 354, P<0.01) ,.BMI(+=0. 312,P<C0. 01)and TG(r=0. 214, P<(0. 05) were independent variables of FFA

Both FFA and hsCRP are significant values in evaluation of body mass

termined respectively, meanwhile, HOMA-IR was used to evaluate insulin sensitivity. Results

by using multiple stepwise regression analysis. Conclusion

and insulin resistance.
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