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[ ABSTRACT ] Drug-induced cardiotoxicity is one of the important reasons for the failure of drug development, and it
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is urgent to establish methods to screen the impact of drugs on the heart in the early stage. However, the traditional drug

safety evaluation models are unable to meet the requirements of drug development. Therefore, the development of efficient

and inexpensive drug safety evaluation and mechanism study models are very important for the development of new drugs

and rational clinical application of drugs. In recent years, in addition to traditional animal models, the zebrafish, Drosophila,

and Caenorhabditis elegans have been used for drug safety research. Based on transgenic technology, humanized animal

models with gene expression profiles and regulation similar to that of humans can be established, and the development

and application of such models can be used to solve the problem of species differences in drug research. In addition, non-

animal methods such as organ chips, organoids, and network toxicology have also been developed. The novel cardiac safety

evaluation models would be helpful for drug cardiotoxicity prevention and treatment, as well as drug development.
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