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Abstract Objective: To evaluate the clinical efficacy of semaglutide in the treatment of type 2 diabetes mellitus
(T2DM) patients with myocardial fibrosis by cardiac magnetic resonance (CMR) and effects on phosphoinositide 3-kinase
(PI3K)/Akt/eNOS pathway. Methods A total of 52 cases of T2DM with myocardial fibrosis diagnosed in our hospital by the
method of digital random table were selected as the study subjects. They were randomly divided into control group and obser-
vation group, with 26 patients in each group. The control group received metformin and insulin, while the observation group
received semaglutide for 12 months on the basis of control group. The LVEF, end-diastolic volume index (LVEDVI), and
left ventricular mass index (LVMI) were obtained using CMR black blood, bright blood, and late gadolinium enhancement
(LGE) sequences, as well as ECV and TI score. The serum myocardial fibrosis indicators [ Galactin-3 (Gal-3) and matrix
metalloproteinase-2 (MMP-2) | were measured using ELISA, the relative expression levels of p-PI3K, p-Akt, and p-eNOS
proteins were measured using Western blotting, and blood sugar control and body control were compared. Results: All inde-
xes between two groups showed no significant difference before therapy (P >0.05). The indexes of LVEDVI, LVMI, and
serum levels of Gal-3 and MMP-2, ECV and T1 score in the observation group after therapy were lower than those before
therapy (P <0.05), while LVEF was increased (P <0.05). After treatment, fasting blood glucose, 2-h postprandial blood
glucose, glycated hemoglobin and BMI in both groups decreased compared to pre-treatment, and those in the observation
group significantly decreased compared to the control group (P < 0.05). The occurrences of adverse reaction events had no
significant difference between two groups (P> 0.05). Conclusion: Semaglutide in the treatment of T2DM with myocardial
fibrosis can significantly improve the degree of myocardial fibrosis and cardiac function, which may be related to the inhibi-
tion of PI3K/Akt/eNOS signal pathway activity, does not increase the risk of hypoglycemia, and its application is safe.
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