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Progress in construction and application of PDX model in hematological tumor’
ZHANG Huaqing' sHE Yuangiao® LI Fei'”
(1. Department of Hematology ,First Affiliated Hospital of Nanchang University , Nanchang ,
Jiangxi 330006,China ;2. Experimental Animal Scientific Center ,
Nanchang University , Nanchang , Jiangxi 330006 ,China)

[Abstract] The patient-derived tumor xenograft(PDX)model grows through the environment provided
by animals, which not only preserves the heterogeneity of the original tumor and molecular diversity of genetic
information. Moreover,it can preserve the growth microenvironment of human primary tumor. The PDX mod-
el can more accurately predict the clinical efficacy of new drugs for hematological tumor patients including leu-
kemia, multiple myeloma and lymphoma,etc. Especially,it brings new hope to the patients with drug-resistant
relapse and refractory tumor after clinical treatment. It plays an irreplaceable role in the research of clinical
oncology transformation medicine, and lays a foundation for precision medical treatment of hematological
tumors. This article reviews the progress in the construction and application of PDX model in hematological
tumors.
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