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EVALUATION OF THE MECHANISMS BEHIND TREATMENT RESISTANCE OF
UROLOGICAL CANCER USING PATIENT-DERIVED XENOGRAFT MODELS

NAOKI TERADA
Department of Urology, Miyazaki University, Miyazaki, Japan

Abstract :

Most urological cancers treated by chemo or hormonal therapies acquire treatment resistance. Eluci-
dation of the mechanisms behind treatment resistance could potentially lead to the development of novel
therapies. However, it is difficult to obtain clinical samples after treatment resistance has developed.
We used patient-derived xenograft (PDX) models to examine the mechanisms behind treatment resis-



Patient-derived xenograft €7 JL & hRERTE 607

tance for each urological cancer. PDX models are useful for not only evaluating treatment efficacy but

also for examining molecular profiling. The results of basic research for urological cancer using PDX

models are reviewed and the possibility of future application for precision medicine is described.
(Nishinihon J. Urol. 84 : 602-607, 2022)
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