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[ Abstract] The number of patients with heart failure has been increasing in recent years,but the clinical outcome of its treatment is

unsatisfactory. Exploring specific mechanisms can lead to new directions in the treatment of heart failure and improve clinical outcomes. Mast

cells and their brain-heart autonomic mechanisms are one of the significant pathological mechanisms in the development of heart failure. The

purpose of this review was to explore the role of mast cells in heart failure and their brain-heart autonomic mechanisms.
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