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Research progress on treatment of heart failure by Qiligiangxin Capsules
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Abstract: Qiligiangxin Capsules, a Chinese patent drug, is developed based on collateral disease theory of blood-water co-treatment.
Recently, many research evidences have shown an obvious effect of Qiligiangxin Capsules on heart failure. The drug can improve
physiological and pathological basis of heart failure with mechanisms including prevention of excessive activation of neuroendocrine,
protection of vascular endothelium, blockage of ion channel, and inhibition of ventricular and metabolic remodeling. This paper
overviewed the research progress on above-mentioned effects of Qiligiangxin Capsules in order to provide theoretical and clinical
support for its reasonable application in clinic.
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