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Abstract Objective: To introduce the research progress of transgenic animal models for preclinical
carcinogenicity study of drugs in China. Methods: The establishment of commonly used transgenic animal
models for preclinical carcinogenicity study of drugs, advantages of the carcinogenicity study using transgenic
animal models, international recognition and new drug application submitted to international regulatory agencies,
guidelines for carcinogenicity study at home and abroad, dilemma of carrying out carcinogenicity study based
on transgenic animal models in China, as well as latest progress of establishing transgenic animal models for
carcinogenicity study in China were introduced. Results and Conclusion: The carcinogenicity study based on the
transgenic animal models has many advantages and is now an global trend. It is necessary to establish transgenic
animal models for preclinical carcinogenicity study of drugs in China.
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