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Abstract : Traditional Chinese medicine components have the advantages of multi — channel ,multi — efficacy and whole — process inter-
vention in the treatment of diabetic cardiomyopathy (DCM) . Flavonoids, terpenoids , polyphenols, alkaloids and other components of tra-
ditional Chinese medicine have obvious anti — DCM effects ,among which flavonoids are the most reported in the literature ,and the struc-
ture — activity relationship of flavonoids in 11 traditional Chinese medicines against diabetic cardiomyopathy is clear,all of which show
typical flavonoid structures,and have the common effects of anti — inflammatory , antioxidant, anti — apoptosis and anti — fibrosis. Anti —
DCM of traditional Chinese medicine components has the characteristics of " multi — mechanism coexistence and obvious common mech-
anism" ,and NF — kB and Nrf2 are the most common related signal pathways. However, at present,the research on TCM components of
DCM mostly stays in the stage of in vitro cell experiment and animal experiment,which can be further discussed at the molecular level
and some clinical trials can be carried out for the more mature TCM components. At the same time, it is necessary to further improve the

target , molecular signal pathway and complex regulatory network , clarify the adverse drug reactions, and introduce modern science and
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technology such as nano — materials science to empower the research of traditional Chinese medicine components.

Key words : diabetic cardiomyopathy ; traditional Chinese medicine components ; mechanism of action ;research progress
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