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Effect of dapagliflozin combined with metformin in the treatment of T2DM patients with coronary heart disease
and its influence on TGF-p1/Smads pathway GE Zuanmin, LUO Chao, CHEN Guangming, et al.Department of Gen-
eral Medicine, Jinhua Hospital Affiliated to Zhejiang University School of Medicine , Jinhua 321000, China.

[Abstract] Objective To analyze the effect of dapagliflozin combined with metformin in the treatment of patients with
type 2 diabetes mellitus (T2DM) and coronary heart disease and its effect on transforming growth factor 1 (TGF-B1) /
Smads pathway. Methods A total of 96 T2DM patients with coronary heart disease were retrospectively selected and
were divided into a combination group (n=49) and a control group (n=47) according to different treatment plans.The
control group was treated with metformin, and the combined group was treated with dapagliflozin on the basis of the con-
trol group. The course was 4 weeks. The fasting plasma glucose (FPG) , hemoglobin Alc (HbAlc) , total cholesterol
(TC) , triglyceride (TG),low density lipoprotein cholesterol (LDL-C) ,high density lipoprotein cholesterol (HDL-C),D-
dimer (D-D) , thrombin time (TT) , prothrombin time (PT) , activated partial thromboplastin time (APTT) , TGF-p1,
Smads3 and Smads7mRNA levels were compared between the two groups before and after treatment.The occurrence of ad-
verse reactions was compared between the two groups. Results After treatment, FPG, HbAlc, TC, TG, LDL-C, D-D,
TGF-B1mRNA and Smads3mRNA in combination group were lower than those in control group (1=2.87,2.14,2.95,
3.14,2.86,3.16,4.28,4.98, P<<0.05).The HDL-C, TT, PT, APTT and Smads7mRNA levels in combination group were
higher than those in control group (t=-2.75,-2.93,-3.10,-3.04,-3.06, P<<0.05).There was no significant difference in
adverse reactions between two groups (x’=0.24, P=>0.05). Conclusion Dapagliflozin combined with metformin in the

treatment of T2DM patients with coronary heart disease can reduce blood glucose and lipid levels and improve coagula-

tion function, the mechanism of which may be relat-

DOI:10.13558/j.cnki.issn1672-3686.2025.003.005 ed to TGF-B1/Smads pathway.
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