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ABSTRACT Chronic heart failure as a end stage of various cardiovascular diseases is a complex clinical
syndrome that remains a public health issue with high morbidity and mortality. According to the syndrome
differentiation system of Chinese medicine ( CM ), the basic pathogenesis of chronic heart failure is Qi stagnation,
blood stasis, and water retention. In consideration of the patient's specific condition, such as the symptoms of
“toxic” , the symptoms of Gan depression and Pi deficiency and so on, which different treatments have been used
with together. When patients with chronic heart failure in clinical feature of “toxic” condition, the clearing heat and
removing toxin method could have been used. Based on the theory of “Xin connecting with small intestine”, if the
patient with serious condition or “toxic” condition, diuretic herbs could have been used for eliminating “toxic” .
When patients combined chronic heart failure with depression or anxiety, the method of soothing Gan and relieving
depression could have been used. Heart and body function have been regulated in patients with chronic heart
failure on the whole. Clinical practice shows that all above therapies can improve the heart function and quality of
life of patients with chronic heart failure, reduce the rate of hospitalization and mortality, reflecting the advantages
of the system based on CM syndrome differentiation and treatment.

KEYWORDS chronic heart failure; syndrome differentiation and treatment; clearing heat and removing
toxin; promoting urination; soothing Gan and relieving depression
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