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[ Abstract ] Objective: To investigate the effects of sitagliptin and metformin on islet B cell function in
newly diagnosed type 2 diabetes patients. Methods: Based on treatment, one hundred newly
diagnosed type 2 diabetes patients were divided into sitagliptin group and metformin group. The
patients were treated with corresponding drugs for 6 months. Before and after the treatment,. fasting
blood glucose ( FPG), 2-hour blood glucose (2hPG), glycosylated hemoglobin ( HbAlc), total
cholesterol (TC), triglycerides (TG), insulin resistance index ( HOMA-IR), and functional index
(HOMA-B) level of islet B cells were measured. Results: Before treatment, the levels of FPG,
2hPG, HbAlc, TC, TG, HOMA-IR, and HOMA-B in the two groups were not significantly different
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(P>0.05). At 6 months of the treatment, the FPG, 2 h PG, HbAlc, TC, TG, and HOMA-IR
levels were significantly lower than before treatment, while HOMA-B levels were significantly higher
than those of before the treatment (P <0.05). FPG, 2hPG HbAlc levels were significantly lower in
the sitagliptin group than those in the metformin group, while HOMA-B levels were significantly higher

than those in metformin group (P <0.05). There were no significant differences in TC, TG, and

HOMA-IR levels between the two groups (P >0.05). Conclusion: Sitagliptin treatment can more

effectively improve the function of islet B cells in newly diagnosed type 2 diabetes patients than

metformin did.
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