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Study on the effect of dapagliflozin on cardiac hypertrophy and fibrosis”
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[Abstract] Objective To investigate the effects of dapagliflozin on cardiac hypertrophy and myocardial
fibrosis in rats with abdominal aortic coarctation (AC) pressure overload. Methods A total of 60 male SD rats
were divided into the Sham group, the Sham + dapagliflozin group, the AC group, the AC + dapagliflozin
group. By establishing abdominal AC model,detected cardiac function,cardiac hypertrophy and myocardial fi-
brosis after 12 weeks,as well as myocardial tissue oxidative stress and inflammatory response corresponding
indicators. Results Compared with the AC group,the left ventricular end-diastolic pressure (LVEDP) in the
ACdapagliflozin group decreased [ (9. 03+2. 65) mm Hg ws. (16.934+3.11)mm Hg],and the maximum
rate of change in left ventricular pressure during isovolumic diastole (—dP/dt) increased [ (7 886 +547) mm
Hg/s vs. (6 257 £467) mm Hg/s |, left ventricular mass index (LVMI) decreased [ (3. 5204 0. 108) ws.
(4.35140.116)],cardiomyocyte area decreased [ (335.7+27.6) pum” vs. (398. 5435.6)um” ], collagen vol-
ume fraction (CVF) decreased [ (7.54+0.89) % wvs. (13.6541.62) % ],the differences were statistically sig-
nificant (P<C0. 05). At the same time,compared with the AC group, the levels of malondialdehyde (MDA),
tumor necrosis factor-a (TNF-a) ,interleukin (IL.)-1B,11.-6 and monocyte chemoattractant protein-1 (MCP-1)
in the AC+dapagliflozin group decreased, while the level of superoxide dismutase (SOD) increased, the differ-
ences were statistically significant (P <C0. 05). Conclusion Dapagliflozin reduces myocardial oxidative stress

and inflammatory responses to inhibit cardiac hypertrophy and myocardial fibrosis.
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