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A case of thyrotoxicosis after sunitinib treatment

Ho Young Lee, M.D., Mi Kyung Kim, M.D., Nam Keong Kim, M.D., Hye Soon Kim, M.D.,

Seong-Yeol Ryu, M.D., Ki Young Kwon, M.D., and Keun Gyu Park, M.D.

Department of Internal Medicine, Keimyung University School of Medicine, Daegu, Korea

Sunitinib is a tyrosine-kinase inhibitor used to treat metastatic renal cell carcinoma and imatinib-resistant gastrointestinal stromal
tumors. Hypothyroidism is a common side effect of sunitinib therapy. Nevertheless, overt thyrotoxicosis induced by destructive
thyroiditis after sunitinib treatment is very rare. Here, we report a patient with overt thyrotoxicosis related to sunitinib therapy.

(Korean J Med 78:503-506, 2010)
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Sunitinib (sunitinib malate; SU11248; SUTENT; Pfizer Inc., 8t Xk $00, EA}, 514
New York, NY, USA)-2 E]ZAIZ|UA] A A|(tyrosine-kinase = A AASHA
inhibitor) 2 Y4 FBAZAF P 71E48 T4 sdE: Y 119 A 23z o = st 93 7|
2 go)l AMGET JeF. Sunitinib A 7P EobA B A4 FS Aehta 24 A4 4 st Y 7y
Bl BAEe zsaols?) Mol olejg magtel 2 A $A /1A SR LR FPAA £EL T T im-
A7 s AEED BRiEe] ok BIET Yo Sunic  atnibS Hgaloit U1 25 A SEPRA Fofo] 13
tinibol] o7 A5 A5 Tl (AT Bels] sk 47do] 9lof thel sunitinib SO mg) a5 A4
£ Aoz FA k. 2L} sunitinibol] 2%k 7HAFA 0] 2, =2, GEWA, oF 2 ke Aletta 5 HHASES 5
WUFEFOR WRAHE BE S SRk uebd B 4ol glo] visielct
ARRE sunitinib A2 o) AT A ofF B 22 Sl 91,
WHAFEES AUslgll AP Wl Bastnd 715 Sl gle.
e}, M| ZAF AZ: FORS 109/63 mmHg, WE}F 1103)/%8, &
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Figure 1. The thyroid ultrasonogram shows a slightly enlarged

thyroid gland, without increased intrathyroidal vascularity.
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Figure 2. A radionuclide thyroid scan with ~ TcOj4 reveals no definite radioactivity accumulation in the anterior neck.
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Table 1. Thyroid function tests

et al. A case of thyrotoxicosis after sunitinib treatment —

T3 T4 Free T4 TSH
(ng/dL) (ng/dL) (ng/dL) (mIU/mL)
After 2 weeks of sunitinib treatment 522.73 31.06 5.19 0.001
Two weeks after ceasing sunitinib treatment 173.17 447 0.03
One month after ceasing sunitinib treatment 132.04 1.51 0.01

Normal values: T3 80~200 ng/dL, T4 5~12 ng/dL, fT4 0.89~1.78 ng/dL, TSH <5.0 mIU/mL.
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