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Abstract: Heart failure (HF) is the terminal stage of various heart diseases, and its clinical treatment and drug
mechanism research have always been the focus and hotspot in the field of medicine. Many traditional Chinese medi-
cine (TCM) and compounds have therapeutic effect on HF, but the complexity of TCM components and the diversi-
ty of targets make it difficult to study the mechanisms. Omics has the characteristics of holistic, systematic, dynamic
and real — time, which is consistent with the concept of syndrome differentiation and holistic treatment of TCM, and
is a powerful tool to reveal the mechanism of TCM in the treatment of HF. This article aims at reviewing and sum-
marizing the researches and main findings on the mechanisms of TCM in HF using transcriptomic, proteomic and
metabolomic techniques in recent years.
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