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Change of blood glucose and insulin resistance index in type 2 diabetes mellitus patients treated with Novomix30 versus Novolin30R
Wang Juan
(Department of Endocrinology . Tongliang County Hospital .Chongging 402560 ,China)

Abstract : Objective
other in type 2 diabetes(T2DM) treated with Novomix30 and Novolin30R. Methods
controlled blood glucose were randomly divided into two groups, treated respectively with Novomix30(32 cases) and Novolin30R
(30 cases) for 16 weeks. Glycosylated hemoglobin Alc(HbAlc), fasting blood glucose,2 h postprandial glucose(2ZhPBG)and M

To observe the changes of blood glucose, insulin resistance index, insulin and the relationship among each

Sixty-tow T2DM patients with sufficiently

value by hyperinsulinemic-euglycemic clamp technique were measured pre- and after-treatment. Safety was assessed by incidence of
HbAlc, FBG and 2hPBG were decreased significantly in both groups(P<C0. 05) and M

value was significantly increased after treatment(P<C0. 05). In addition. 2hPBG and HbAlc were reduced significantly in Novom-

adverse events or hypoglycemia. Results

ix30 group, M value were increased significantly in Novomix30 group than in Novolin30R group, incidence of hypoglycemia was
lower in this group. Conclusion Novomix30 could better simulate the physiological insulin secretion, with definite efficacy and

highly safety. Blood glucose, insulin resistant index and hypoglycemia incidences rate etcetera could be valuable to evaluate clinical

efficacy of both insulin.
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