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[ Abstract |
ance. Methods

Objective To explore the level of serum Vitamin D with different degrees of impaired glucose toler-
according to the level of blood glucose, Seventy-nine patients were divided into normal glucose toler-
ance group( NC group) ,impaired glucose tolerance group (IGT group) and T2DM group according to the level of blood
The 25( OH)
D3 has the digression trend in the NC group,IGT group and T2DM group. There were significant difference on p2hBG,

glucose 25- Hydroxyvitamins D(25(OH)D3) and related metabolic parameters were compared. Results
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TG,LDL,BMI,HOMA-IR and 25( OH) D3 among three groups. Multiple regression analysis indicates 25( OH) D3 was
positively correlated with HOMA-IR and BMI was negatively correlated with HOMA-IR. Conclusion Vitamin D is re-

lated to glucose metabolism,and may contribute to insulin resistance.
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