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Abstract: Objective To investigate the mechanism of effects of Qiangxin Decoction in modulating p32/OMA1/OPA1 pathway-
mediated mitochondrial function against fibrosis in heart failure. Methods Except for seven mice in the control group, the remaining
33 mice established a mouse model of chronic heart failure by ligating the coronary artery, and the 28 surviving mice were randomly
divided into model group, Qiangxin Decoction low and high dose (21.69 and 43.38 g-kg™!) group, and sacubitril valsartan (positive
drug, 15.17 mg-kg™!) group, with seven mice in each group. After modeling, the mice in each group were treated with ig drugs once a

day for four consecutive weeks, in control group and model group were given by equal volume of pure water. HE and Masson staining
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were performed to observe the pathological injury and fibrosis of myocardial tissue in each group. The mitochondrial damage was
observed by transmission electron microscope. The expression of p32, OMA1 and OPALI proteins in cardiac tissues was detected by
immunohistochemistry and Western blotting. The content of ATP in serum was determined by biochemical detection. Results
Compared with the control group, the model group exhibited severe myocardial damage, fibrosis, mitochondrial fragmentation, and
cristae loss, protein expression of p32 and L-OPA1 was reduced (P < 0.01), while that of OMA1 and S-OPA1 was elevated (P < 0.01),
and serum ATP concentration was significantly lower (P < 0.01). In comparison to the model group, the myocardial tissue of mice in
Qiangxin Decoction high dose groups was well-organized, with significant improvement in fibrosis, protein expression of p32 and
L-OPA1 increased (P <0.01), while that of OMA1 and S-OPA1 decreased (P <0.01), and serum ATP levels were significantly elevated

(P < 0.01). Conclusion

Qiangxin Decoction can actively regulate the p32/OMA1/OPA1 pathway, thereby playing a role in

maintaining mitochondrial energy supply, and reducing myocardial injury and tissue fibrosis in CHF model mice.

Key words: Qiangxin Decoction; chronic heart failure; p32/OMA1/OPA1; mitochondria; myocardial injury; fibrosis
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