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Study of osimertinib resistance mechanism against EGFR-positive lung
adenocarcinoma using PDX model
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A PDX model was established in 3 patients diagnosed with lung
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adenocarcinoma. We compared the tumors engrafted with surgically resected tumors (SRT) and PDX
models by H & E staining and immunostaining, and confirmed that the histological type (degree of
differentiation, interstitial mass) was maintained. In case # 11, treatment with osimertinib was so
successful that we were unable to induce resistance because the tumor disappeared. On the other
hand, in case # 7, we succeeded in making osimertinib resistant in about 100 days and established a
PDX model of osimertinib resistance. From the above results, it was possible to establish the PDX
model system, which was the original purpose, and to apply the PDX model to the therapeutic effect

determination of EGFR inhibitors.
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Patient Derived Xenograft (PDX)
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