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NTRK- and RET-fusion-directed therapy in pediatric thyroid
cancer yields a tumor response and radioiodine uptake

Young Ah Lee, Hyunjung Lee, Sun-Wha Im, Young Shin Song, Do-Youn Oh, Hyoung
Jin Kang, Jae-Kyung Won, Kyeong Cheon Jung, Dohee Kwon, Eun-Jae Chung, J. Hun
Hah, Jin Chul Paeng, Ji-hoon Kim, Jaeyong Choi, Ok-Hee Kim, Ji Min Oh,
Byeong-Cheol Ahn, Lori J. Wirth, Choong Ho Shin,

Jong-1l Kim, Young Joo Park
(The Journal of Clinical Investigation, 7 press)
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1. 234 f5< (Papillary Carcinoma of Thyroid)
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3. ZAA (Transcriptome)
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4. ¥FHHA (Fusion Gene)
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5. %32 (Oncogene)
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6. 3 X & (Targeted therapy)
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