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[ Abstract ] Heart failure (HF) is a chronic heart disease which damages human health and lowers patients’ quality of life seriously.
Drug therapy for HF cannot effectively enhance long-term outcomes of patients due to drug resistance and arrthythmia caused by drugs. Gene
therapy can be effective to HF for a long time, which offsets the drawbacks of medications. Recently, genes used to treat HF are sarco-
endoplasmic reticulum calcium ATPase, adenyl cyclase 6 and stromal cell-derived factor-1, which are already in clinical trials. Phase Il
clinical trials of the genes mentioned above were already completed and met safety endpoints. However, the efficacy of these genes are

different. In this review, we will explain rationales of genes treatment, describe their progress of clinical trials and discuss the results of

these trials.
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