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Delayed presentation of aggravation of thyrotoxicosis after radioactive iodine therapy
at Graves disease
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Radioactive iodine (RAI) therapy is widely used for the treatment of Graves disease. After RAI therapy,
44% become hypothyroid and up to 28% remain hyperthyroid. The development of thyrotoxicosis after RAI
therapy is believed to be mediated by 2 different mechanisms: a transient increased release of thyroid
hormone due to radiation thyroiditis and the rare development of Graves disease due to the formation of
antibodies to the thyroid-associated antigens released from the damaged follicular cells. A 55-year-old wom-
an was hospitalized with severe headache, weight loss, and palpitation. She received a dose of 7 mCi
of RAI (I-131) about 6 weeks earlier. Thyroid function test showed 7.98 ng/dL free T4, >8 ng/mL T3, <0.08
wlU/L thyroid stimulating hormone, and high titer thyroid stimulating immunoglobulin (TSI) (85.8 IU/L). She
improved with propylthiouracil, propranolol, and steroid treatment. The TSI, however, was persistently ele-

vated for 11 months.
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Fig. 1. The thyroid ultrasonography showing a diffusely enlarged
thyroid gland with a hypoechoic and heterogeneous appearance.
(A) Axial view, (B) longitudinal view, and (C) axial view of
isthmus. (D) Color flow Doppler ultrasound showing profoundly
increased intrathyroidal vascularity.
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Fig. 2. Changes in TSI, TSH, and free T4. TSI, thyroid stimulating
immunoglobulin; TSH, thyroid stimulating hormone; RAL radio-
active iodine; PTU, propylthiouracil.
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