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Relationship between serum MFG -E8 and insulin resistance in patients with gestational diabetes mellitus XU
Chunli,CAO Yunfei. Department of Gynaecology and Obstetrics, Longyou People’s Hospital , Quzhou 324400, China.
[Abstract] Objective To evaluate the relationship between serum MFG-E8 and insulin resistance in patients with
gestational diabetes mellitus. Methods Totally 47 cases of GDM patients were enrolled as GDM group,44 cases of
pregnant women whose oral glucose tolerance test (OGTT) were normal as NGT group,and 40 cases of healthy un—
pregnancy people as NC group. The MFG-E8,the index of glycometabolism, and HOMA-IR were measured with
ELISA and their relationships were analyzed by using spearman correlation and logistic regression analysis. Results
The serum MFG-E8 of GDM group was significantly higher than NGT group and NC group (1=3.21,2.86,P<0.05).
And the MFG-E8 level was positively correlated with HbAle and HOMA-IR (r=0.31,0.52,P<0.05). Logistic analy—
sis showed that the HOMA-IR was independent factor of serum MFG-E8 level in GDM patients (OR=2.17,P<0.05).
Conclusion The level of serum MFG-E8 is abnormally high in GDM patients and closely relate to HOMA-IR.
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