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Effect of sagliptin and metformin on serum inflammatory factor
and islet beta cell function in newly diagnosed
Type 2 Diabetes Mellitus
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Abstract: Type 2 diabetes patients were divided into two groups according to the treatment method ; control group (n
=40) and observation group (n=40). The patients in the control group were treated with melbine, while the patients in
the observation group were treated with sagliptin and metformin. The results showed that the levels of fasting blood glucose,
Tumor Necrosis Factor-a (TNF-a) andsolubleTNF-likeweakinducerofapoptosis (STWEAK) in the two groups were signifi-
cantly lower than those before treatment ( P<0.05) , and significantly higher than those before treatment (P<0.05). Com-
pared with the control group, there were significant differences in blood sugar control indicators and inflammatory factors af-
ter treatment in the observation group (P<0.05), and the rate of glycosylated hemoglobin reaching the standard was high-
er. After treatment, the levels of Homeostasis model assessment ( HOMA-IR) in the control group and the observation
group decreased significantly ( P<0.05) , while index of B-cell function in HOMA (HOMA-beta) increased significantly ( P
<0.05). Compared with the control group, the changes of the above indexes in the observation group were more significant
(P<0.05). So Sagliptin combined with metformin can effectively reduce leptin level and improve islet beta cell function in
newly diagnosed type 2 diabetes mellitus.
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