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Relationship between serum omentin and glycolipid
metabolism in type 2 diabetic patients
DONG Hui, TIAN Jian

( Fengtian Hospital Affiliated to Shenyang Medical College, Shenyang, Liaoning, 110024)

ABSTRACT: Objective
type 2 diabetes mellitus( T2DM) patients and investigate the relationship between serum omentin
The fasting

To assay the serum omentin and vifastin level in newly diagnosed

level and body fat parameters, glycolipid metabolism and visfatin levels. Methods
serum levels of omentin and vifatin were detected by ELISA in 45 T2DM patients and 28 healthy
controls. Meanwhile, detas were also abstained including blood glucose, HbAlc, lipids, insulin lev-
els, body mass index(BMI), waist hip ratiol WHR)and insulin resistance index(HOMA ~ IR). The
relationship of serum omentin level and those indictors was analyzed. Results Compared with the
control group, the serum omentin level was significantly lower and visfatin level was significantly
higherin T2DMgroup[ (68.6 + 11.27)pug/Lvs(29.8+5.19)pg/L,(9.37+£0.85)pg/Lvs
(18.67+7.98) pg/L, P<0.05]. Partial correlation analysis showed that negatively correlated to
WHR, HOMA — IR, triglycerides( TG ) , 2hourOGTT glucose (2hPG ) andvisfatin( r = = 0. 31,
-0.29, —0.46, —0.376, and — 0. 040 respectively, P <0. 05). Conclusion The serum o-
mentin level is correlated with glycolipid metabolism. Serum omentin may contributed to the patho-
genesis of diabetes mellitus.
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