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[ Abstract )

inflammation and reconsitution, myocardial hypertrophy and so on, meanwhile studies on diagnosis and treatment of heart

Recent studies showed that, occurrence of heart failure is closely correlated with ionic defect,

failure made some progress, such as new biomarkers, novel therapeutic drugs, implanted heart devices, gene therapy, cell

therapy and cardiac rehabilitation. This paper systematically reviewed the research progress on pathogenesis, diagnosis and

treatment of heart failure, in order to provide a reference for improving the diagnosis and treatment level on clinic.
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