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Research progress of acute myeloid leukemia animal models and

intervention with traditional Chinese medicine

LI Weizhizi’, YU Xiangxue', GAO Yao', YU Wenchao', WU Zhenhui'**, ZENG Yingjian"**
(1. Jiangxi University of Chinese Medicine, Nanchang, Jiangxi 330000, China; 2. The Affiliated Hospital of Jiangxi
University of Chinese Medicine, Nanchang, Jiangxi 330006, China)

(Abstract] Acute myeloid leukemia (AML) is a malignant proliferative disease, and its pathogenesis is not clear, which led to
the limited and tardy progress of treatment measures. Traditional Chinese medicine (ICM) has certain advantages in the treatment of
AML, but its mechanism of action needs further exploration. The ideal experimental animal model is helpful to reveal the key
mechanism of the occurrence and development of AML and play an important role in the discovery of potential targets, the
development of therapeutic approaches and the study of anti~AML mechanism of TCM. In recent years, many scholars have done a
lot of research to elucidate the pathogenesis of AML and the mechanism of anti-AML action of TCM, which have achieved relevant
results. On this basis, this review summarizes the selection of experimental animals for AML, animal model preparation methods for
AML, as well as their respective advantages and disadvantages and evaluation methods, and summarizes the research progress of
TCM intervention in animal models of AML, providing theoretical reference for future research on animal models of AML and TCM
treatment of AML.
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