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Effect and mechanism of Qipi Qiangxin Capsule on myocardial endothelial mesenchymal in heart failure mice
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Abstract : Objective To investigate the effect and possible mechanism of Qili Qiangxin Capsule on the en-
dothelial mesenchymal transition of myocardial cells in mice with heart failure after myocardial infarction.
Methods A total of 21 male C57BL/6 mice aged 6 —8 weeks were divided into a normal control group,a drug
control group (normal mice were treated with high-dose Qili Qiangxin Capsule), and a heart failure model
group. The heart failure model group was divided into a positive drug control group [ microRNA21 (miR-21)
inhibitor intervention ], high, medium,and low dose Qili Qiangxin Capsule intervention groups,a total of seven
groups. The heart failure model group underwent ligation of the left anterior descending coronary artery, while
the normal control group and the drug control group underwent the same surgical procedure as the model
group, but left anterior descending coronary artery ligation was not performed. A small animal ultrasound ima-
ging system was used to detect hemodynamic parameters in mice. HE staining was used to observe pathologi-
cal changes in mouse myocardium. Sirius red staining was used to detect myocardial tissue fibrosis in mice.
Wheat-germ agglutinin staining was used to evaluate the degree of myocardial cell enlargement. Enzyme linked
immunosorbent assay (ELISA) was used to detect the expression of N-terminal pro brain natriuretic peptide
(NT-proBNP) and cardiac troponin I (¢Tnl) in mouse serum heart failure markers,as well as the expression
levels of activator protein-1 (AP-1) and transforming growth factor-f1 (TGF-1) in mouse myocardial tissue.
Real time fluorescence quantitative PCR (qRT-PCR) was used to detect the expression level of miR-21 in pe-
ripheral blood of mice. Western blot was used to detect CD31 and VE-cadherin in mouse myocardial tissue,and
immunohistochemistry was used to detect the expression levels of a-smooth muscle actin (a-SMA) ,iron death
inhibitory protein 1 (FSP1),bone morphogenetic protein 7 (BMP7) ., TGF-1,Smad2/3.and p-Smad2/3 pro-
teins. Results Qili Qiangxin Capsule significantly improved heart function and myocardial tissue pathological

damage in heart failure mice,reduced myocardial tissue fibrosis levels,alleviated compensatory hypertrophy of
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non infarcted myocardial cells,inhibited endothelial mesenchymal transition in myocardial tissue,decreased the

expression of miR-21,TGFB1,a-SMA,FSP1 and Smad2/3.and increased the expression of BMP7,VE-cadher-

in,and CD31. Conclusion

Qili Qiangxin Capsule may improve myocardial injury in mice with heart failure

caused by myocardial infarction by regulating the expression of miR-21 and affecting the downstream TGF-81/

Smad2/3 signaling pathway.
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