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Based on SIRT3 to Explore the Research Progress of Mitochondrial Autophagy to Improve Chronic
Heart Failure and Propose New Ideas in Combination with Traditional Chinese Medicine
Liu Qianru', Zhu Mingjun®, Cui Lin’, Wang Xinlu®, Yang Tian'
(1. School of Pharmacy, Henan University of Chinese Medicine, Zhengzhou 450000, China ;2.The First
Affiliated Hospital of Henan University of Chinese Medicine, Zhengzhou 450000, China)

Abstract: Chronic heart failure has become a cardiovascular disease that seriously endangers public health because of
its high prevalence and high mortality. The disease not only has a long medication cycle and is difficult to cure, but also
has a large negative impact in psychological and social aspects, which seriously hinders the patient’s daily life. One of
the ways to alleviate chronic heart failure is to regulate energy metabolism, and the role of mitochondria is very important
in the process of energy metabolism. It is known that SIRT3 is located on the mitochondria and can regulate the
metabolism of mitochondria by regulating the acetylation level of important proteins on the mitochondria. At present,
many studies have shown that many Chinese medicines such as Radix Aconiii Lateralis Preparata, Rhizoma Polygoni
Cuspidati, Cortex Magnoliae Officinalis can affect the development of heart failure by regulating SIRT3. The purpose of
this paper is to review the mechanism of SIRT3 affecting chronic heart failure, and give examples of Chinese medicines
that have an impact on SIRT3, so as to put forward a new idea for the treatment of chronic heart failure on the basis of
this, hoping to further improve the survival rate and quality of life of patients.

Keywords: SIRT3, Mitochondria, Chronic heart failure, Traditional Chinese medicine
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