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[Abstract] Objective

ance in patients with type 2 diabetes mellitus (T2DM). Methods

To investigate the relationship of serum free fatty acid (FFA) level and insulin resist-

A total of 102 T2DM patients were enrolled

(T2DM group) ,and divided into well-control group and poor-control group according to their glycosylated hemoglo-

bin (HbAlc) levels. Moreover, 62 healthy people were recruited as normal control group. All of the subjects were un-

derwent measurement of triglyceride (' TG), HbAlc, fast blood glucose (FBS), 2 h postprandial blood glucose
(PPBS) ,fast insulin (FINS) ,fast FFA and 2 h postprandial FFA (2hFFA). And the insulin resistance index (HO-

MA-IR) was evaluated by homeostasis model. Results

The levels of HbAlc, TG,FBS,PPBS,FFA,2hFFA and HO-

MA-IR in T2DM group were significantly higher than those in normal control group (P<C0. 05). And these parame-

ters in poor-control group were higher than those in well-control group(P<C0. 05). FFA and 2hFFA were positively

correlated with other parameters (r>>0.5, P<C0. 01). Conclusion

tients, which related with insulin resistance.
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