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Relationship between plasma interleukin-18, plasminogen activator inhibitor-1
levels and insulin resistance in patients with pre-diabetes
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Abstract : Objective
kin-18(1L.-18), plasminogen activator inhibitor-1(PAI-1) levels. Methods

To investigate the association between risk factors of type 2 diabetes and the changes of plasma interleu-
Healthy control(NGT) group (n=100 ), impaired glu-
cose tolerance(IGT) group (n=100 ) and impaired fasting glucose combination impaired glucose tolerance(IFG/IGT) group (n=
100 ) were enrolled. The concentrations of fasting plasma IL.-18, PAI-1 and serum fasting insulin (FINS), fasting blood glucose
(FBG) , plasma blood glucose(PBG) 2 h after meal were detected. Insulin resistance (IR) index was estimated by HOMA. Results

The concentrations of plasma IL.-18, PAI-1 in IGT group and IFG/IGT group were obviously increased than those in NGT group
(P<C0.01). The concentrations of plasma I1.-18, PAI-1 in IFG/IGT group were obviously increased than those in IGT group(P<C
0. 05 ). The correlation analysis showed that the concentrations of plasma I1.-18 and PAI-1 levels were positively correlated with
FBG, PBG and HOMA-IR (P<C0. 01 ). Conclusion The increase of plasma I1.-18 and PAI-1 level might be risk factors of HOMA-
IR in patients with pre-diabetes. The changes of plasma I1.-18 and PAI-1 level in patients with pre-diabetes might be involved in the

pathogenesis and development of type 2 diabetes.
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