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[Abstract] Objective To evaluate the the efficacy and safety of the biphasic insulin aspart 30 once daily before dinner combi-
nation with oral antidiabetic drugs(OADs) vs. insulin detemir once daily before bedtime combination with OADs in type 2 diabetic
mellitus (T2DM) who insufficiently controlled with OADs. Methods Fifty T2DM patients with insufficiently with OADs (Dec,
2013 to Jun,2015) were randomly assigned to a group treated with biphasic insulin aspart 30 once daily before dinner combination
with OADs (BIAsp30 group,n=20) and a group with insulin detemir once daily before bedtime combination with OADs (insulin
detemir group,n = 30) for 24 weeks. Fasting blood glucose (FBG), Glycosylated hemoglobin Alc (HbAlc), Body mass index
(BMD), lipid were measured pre-treatment and after-treatment. The rate of HbAlc targets of <<7% and rate of hypoglycemia were
obtained. Results At the end of 24 weeks, FBG, HbAlc had declined significantly in the two treatment groups (P<Z0. 01),but with
no significant difference in the reduction of HbAlc,FBG between two groups(P>>0. 05) ,and there was no significant difference in
rate of HbAlc goal attainment(<(7% between the two groups also (P=0. 236). The level of Low-density lipoprotein cholesterol
(LDL-C) was significantly decreased in group of BIAsp30 at the end of the study (P<C0.01). There was no significant difference of
BMI between the two groups comparison with pre-treatment (P>>0. 05). 10 patients(50%) and 3 patients(10% )had mild hypogly-
cemia separately in BIAsp30 group and insulin detemir group,no severe hypoglycemia happened in both therapies. But the frequency
of hypoglycemia episodes was significantly higher with BIAsp30 group (P=0.002). Conclusion Joint BIAsp30-OADs and joint in-
sulin detemir-OADs treatment can effectively control hyperglycemia level and the effects were comparable in T2DM who insuffi-
ciently controlled with OADs,but the risk of hypoglycemia was higher in the former method.
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