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Study on empagliflozin for improving cardiac remodeling

by regulating fibroblast differentiation”
ZHOU Guiquan sWANG Ying , PAN Wenzun , HU Meiling ,JIN Jun®
(Department of Cardiology ,Second Affiliated Hospital of Army Military
Medical University ,Chongqing 400037 ,China)

[ Abstract] Objective To observe the effect of sodium-glucose cotransporter-2 (SGLT2) inhibitor em-
pagliflozin on the cardiac remodeling, and to explore its potential mechanism. Methods Angiotensin [[ (Ang
[ ) and phenylephrine (PE) were combined to induce the cardiac remodeling model in mice. Empagliflozin
(EMPA.,10 pg » g ' = d ') or dimethyl sulfoxide (DMSO) was administered daily by oral gavage for 4
weeks. Echocardiography was employed to monitor the changes of cardiac function. The cross-sectional area
(CSA) of cardiomyocytes was measured by WGA staining, and the sirius red staining was used to evaluate
cardiac fibrosis. Primary cardiac fibroblasts were treated with transforming growth factor (TGF-B),and the
mRNA expression of fibrosis-related factors was measured by qPCR. Results The EMPA treatment increased
the left ventricular fractional shortening (LVES) in Ang [l /PE mice and decreased the left ventricular posteri-
or wall dimension (LVPWd), CSA and fibrosis area without affecting blood pressure. EMPA inhibited the
mRNA expression of Postn, Acta2 and Ctgf in TGF-B-treated cardiac fibroblasts (CFs). Conclusion EMPA
may improve the Ang [l /PE-induced cardiac remodeling by regulating excessive differentiation of CFs into
myofibroblasts (MFs).

[Key words] SGLT2 inhibitor;empagliflozin;cardiac remodeling;fibroblast differentiation
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