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The clinical effect of Dapagliflozin on type 2 diabetes combined with chronic heart failure
SONG Wenling \CHEN Jiqun ., YANG Zhiyong
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Abstract ; Objective To investigate the clinical efficacy of Dapagliflozin in the treatment of type 2 diabetes
mellitus (T2DM) complicated with chronic heart failure (CHF). Methods A total of 120 T2DM patients with
CHF who had not received Dapagliflozin or other sodium-glucose cotransporter 2 inhabitor treatment were se-
lected as the study subjects. According to random number table method, 120 patients were divided into Dapa-
gliflozin group and control group,60 cases in each group. Dapagliflozin group was given active lifestyle inter-
vention and additional treatment with Dapagliflozin (5 mg/d),the original hypoglycemic drugs were reduced
or discontinued as appropriate. Control group received active lifestyle intervention and continued oral adminis-
tration of original hypoglycemic drugs. Fasting blood glucose (FBG), glycosylated hemoglobin (HbAlc), N-
terminal B-type natriuretic peptide precursor (NT-proBNP),6 min walking distance (6MWD) ,blood pressure
(BP),left ventricular ejection fraction (LVEF) and left ventricular end-diastolic diameter (LVEDd) ,readmis-
sion rate,incidence of adverse drug reactions at 6 months after treatment,incidence of major adverse cardio-
vascular events (MACE) at 1, 3,6 months after treatment in two groups were compared. Results Before
treatment, there was no statistical significance on BP,FBG, HbAlc, NT-proBNP, LVEDd, LVEF and 6MWD
between the two groups (P >>0. 05). Compared with those before treatment, the levels of HbAlc and NT-
proBNP in the two groups decreased significantly after treatment, while LVEF and 6 MWD increased signifi-
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cantly, the differences were statistically significant (P <C0. 05). There was no significant change on LVEDd be-
fore and after treatment in the two groups (P>>0.05). After treatment, the levels of HbAlc and NT-proBNP
in Dapagliflozin group were significantly lower than those in control group,while LVEF and 6MWD were sig-
nificantly higher than those in control group,with statistical significance (P <C0. 05). The readmission rate of
patients in Dapagliflozin group was lower than that in control group.,the difference was statistically significant
(P <C0.05). There was no significant difference on the incidence of emaciation,hypoglycemia and hypotension
between the two groups (P>>0.05). The incidence of MACE at 1,3 and 6 months after treatment were 1. 7%,
3.3% and 5. 0% in Dapagliflozin group and 6. 7% ,11. 7% and 18. 3% in control group respectively, the inci-
dence of MACE in control group at 6 months after treatment was significantly higher than that in Dapaglifloz-

in group,with statistical significance (P<C0. 05). Conclusion

Dapagliflozin could improve the symptoms and

prognosis of patients with T2DM complicated with CHF.
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