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Abstract Objective: To illustrate effects of Sitagliptin on left ventricular diastolic function and myocardial fi-
brosis in patients with diabetes mellitus. Method: A total of 117 patients who were newly diagnosed with 2 type di-
abetes mellitus and had a normal cardiac systolic function were included and randomly divided into Sitaglipti group
(n=58) and non-Sitaglipti group (n=59). Patients in Sitaglipti group received Sitagliptin either alone or in combi-
nation with any other oral hypoglycemic medications,while patients in non-Sitaglipti group received other oral hy-
poglycemic medications excluding DPP4i. Primary endpoints included all cause of death,heart failure,new myocar-
dial infarction and unstable angina pectoris. Secondary endpoints included changes of cardiac diastolic function
measured by echocardiography and cardiac magnetic resonance before and after 12 months of treatment. Fast blood
glucose (FBG) , glycosylated hemoglobin A1C (HbA1C) ,B-type natriuretic peptides (BNP) , tissue inhibitor metal-
loproteinase-1 (TIMP-1) and galectin-3 (Gal-3) were measured before and after 3,6 and 12 months of treatment.
Result : Echocardiography showed that E/A,DT,E/E and left atrial volume index in Sitagliptin group were signifi-
cantly improved (all P<C0. 05). Cardiac magnetic resonance showed that peak filling rate (PFR) , time of peak fill-
ing rate (TPFR) and T1 relaxation time in Sitagliptin group were significantly improved (all P<C0. 05). Compared
with non-sitagliptin group, BNP and Gal-3 levels were significantly lower while TIMP-1level was significantly
higher than baseline levels (all P<C0. 05). Conclusion; Sitagliptin significantly postpone left ventricular diastolic
dysfunction and myocardial stiffness in patients with diabetes mellitus.
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