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[Abstract] Objective
the patients with type 2 diabetes mellitus(T2DM). Methods Eighty patients with T2DM were enrolled in this study

To investigate the influence of sitagliptin on serum PONI and oxidative stress level in

and divided into two groups: sitagliptin group and melbine group, 40 cases in each group. Other healthy persons of
non-diabetes were selected as the control group. The changes of serum levels of total anti-oxidative status(TAS) , to-
tal oxidative status(TOS) ,oxidative stress index(OSI) and paraoxonase(PON1) at entering the group and at 1 month
of treatment were compared between the two groups. Results The levels of TAS and PONI1 in two T2DM groups
were significantly lower than those in the control group(P<C0. 05) , while the levels of TOS and OSI were significant-
ly higher than those in the control group(P<C0. 05). After treatment, the levels of TAS and PONI in the sitagliptin
group were significantly increased compared with before treatment(P<C0. 05) , while the levels of TOS and OSI were
significantly reduced (P<C0. 05). Conclusion Sitagliptin could reduce chronic oxidative stress injury in the patients
with T2DM.
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