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Abstract: Objective  To investigate the effects of Dagliflozin on cardiac function and peripheral blood
transforming growth factor-f (TGF-8)/Smad3 expression in patients with type 2 diabetic cardiomyopathy
(DCM). Methods A total 128 DCM patients admitted to Shenmu City Hospital from April 2021 to August
2023 were selected as the research subjects,and were randomly divided into a control group and a study group
using a random number table method,with 64 patients in each group. The control group adjusted or combined
insulin on the conventional hypoglycemic regimen treatment was used for cardiomyopathy. The research group
received treatment with Dagliflozin on the basis of the control group for three consecutive months. Compare
the clinical efficacy of two groups of patients, measure and compare the fasting blood glucose (FPG) and 2-
hour postprandial blood glucose levels (2 hPG) ,cardiac function indicators [ left ventricular end systolic diam-
eter (LVES),left ventricular end diastolic diameter (LVEDD) ,left ventricular ejection fraction (LVEF),car-
diac output (CO)J,serum TGF-8 mRNA and Smad3 mRNA expression levels before and after treatment,and
analyze the occurrence of adverse reactions in the two groups. Results The total effective rates of the control
group and the research group were 82.81% and 95. 31% respectively. The total effective rate of the research
group was higher than that of the control group.and the difference was statistically significant (P <Z0. 05). Be-
fore treatment, there was no statistically significant difference in the expression levels of the FPG and 2 hPG

levels, LVESD, LVEDD, LVEF, CO, serum TGF- mRNA and Smad3 mRNA (P >0. 05). After treatment,
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compared with the control group,the study group had lower levels of FPG and 2 hPG,lower levels of LVESD
and LVEDD, higher levels of LVEF and CO,and lower levels of serum TGF-8 mRNA and Smad3 mRNA ex-

pression,with statistical significance (P <C0. 05). There was no statistically significant difference in the incidence of

adverse reactions between the two groups of DCM patients during treatment (P~>0. 05). Conclusion Daglifloz-

in can improve the clinical therapeutic effect of DCM patients,reduce blood glucose level and improve cardiac

function,and its mechanism may be related to the inhibition of serum TGF-8/Smad3 signaling pathway,which

has a high safety profile.
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