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Abstract: Objective To compare insulin secretion and Insulin resistance of type 2 diabetic patients with different HbAlc lev-
els,and to evaluate the effect of glucose toxicity on the islet B cell response. Methods 137 cases type 2 diabetes mellitus
(T2DM) patients were divided into 4 groups according to HbAlc levels: group A with HbA1c<<7% ,group B with 7% <C
HbA1c<<9% ,group C with 9% < HbA1c<<11% and group D with HbAlc>>11%. Detected fasting blood glucose (FPG),
HbAlc and each time point of insulin (INS) after arginine stimulation. Homeostasis model assessment was used to evaluate
basal insulin secretion (HOMA-B) and insulin resistance (HOMA-IR). The incremental value of insulin by blood glucose
corrected (AINS/FPG) after arginine stimulation was used to evaluate the first phase insulin secretion. Results The level
of FPG had significant differencein each group of T2DM patients ( F=15. 633~106. 154, P<<0. 01) ,and was positively cor-
related with HbAlc (r=0. 627, P<<0.01). The level of HOMA-8 and AINS/FPG were showed that group A and B were
statistical significant difference with the other groups (F=4.106~16. 255, P<{0. 05) , but the difference was not statistical
significant between group C and group D (F=0.761,2. 756, P>>0. 05). The level of HOMA-IR in group A was statistical
significant comparing group C and group D (F=4.836,8. 524, P<{0. 05). After arginine stimulation, the detection rate of
the decreased function of insulin secretion increased significantly with HbAlc >>9%. Conclusion The measurement of islet
B cell” s function was influenced by long-term high glucose toxicity. Therefore, patients with T2DM, which the level of
HbAlc was less than 9% ,were conducted with insulin secretion function evaluation and arginine stimulation test . this could
reflect the function of islet Bcell more accurately.
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