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[Abstract] Objective To explore pathogenesis of type 2 diabetes through analyzing relationship of interleukin
18 (Interleukin 18,1L-18) with type 2 diabetes(T2DM). Methods 296 cases with type 2 diabetes (T2DM) and the
control group( 312 cases) were selected in this study. Enzyme-linked immunosorbent assay(ELISA) was used to de-
tect the serum IL.-18 level in two groups. Results There had significant difference between two groups(P<C0. 05).
The serum IL.-18 average concentration of 296 cases in type 2 diabetes('T2DM) group(297. 38 £=142. 29pg/ml) was
higher than that in 312 cases of normal control group(237. 534 96. 01pg/mD. Conclusion The concentration of IL-

18 may affect the susceptibility to high-risk T2DM. T2DM may be related to the gene at a certain point of 1L-18.

Study of IL.-18 has an important significance on the susceptibility to T2DM.,
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