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[Abstract] Objective
search subjects were divided into 3 groups:D DM group,obesity group and healthy people group. The body mass index

Correlation analysis of serum magnesium level and diabetes mellitus”

To explore the role of blood magnesium in diabetes mellitus(DM). Methods The re-
(BMD , waist-hip-ratio(WHR) , fasting insulin(FIN) , fasting blood glucose(FBG) , serum magnesium(Mg) and insu-
lin resistance index (IR) were detected in 3 groups. The detection results were performed the pairwise comparison.
Results Serum Mg level in the DM group was significantly decreased compared with the other two groups, the

difference was statistically significant (P<C0. 01), while BMI, fasting FBG and IR were significantly increased, the

differences were statistically significant(P<Z0. 01). Conclusion

Hypomagnesemia may affect the glucose metabolism

in DM patients,increasing serum Mg level can reduce FBG level and improve the glucose metabolism disorder.
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