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Research progress on cardiotoxic drugs and its safety evaluation method
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Abstract: The study of drug cardiotoxicity has become an important part of the clinical safety evaluation of drugs. With the gradual
increase of marketed drugs, the reports of adverse reactions of cardiotoxic drugs have also shown an upward trend. In recent years,
research on drug cardiotoxicity evaluation has also been favored by scholars at home and abroad. However, an objective set of drug
cardiotoxicity evaluation has not yet been established. This article comprehensively summarizes the classification of cardiotoxic drugs,
integrates the methods of drug cardiotoxicity evaluation, and introduces new technologies for drug cardiotoxicity evaluation, which
provides ideas for the development of the safety evaluation of cardiotoxic drugs.
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Table 1 Drug withdrawal due to adverse cardiovascular reactions
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