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Induction of Graves’disease in patients with non-autoimmune hyperthyroidism or
nontoxic goiter after radioiodine treatment
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[ Abstract] Thyrotropin receptors antibodies may occur and induce Graves’disease (GD) several
months after radioiodine therapy in a small number of patients with non-autoimmune hyperthyroidism or
nontoxic goiter. The prevalence of radiation-induced GD is between 0.05% and 5%. The hypothesis of this
disease includes induction by autoimmune reaction and others. Detection of the thyroid autoantibodise or

of *Tc pertechnetate scan can forecast the appearance of GD. Antithyroid drugs,again radioiodine therapy

and surgery are the treatments.

[Key words) lodine radioisotopes; Radiotherapy; Graves’disease; Hyperthyroidism; Goiter

SIIGST R AR DO RE TL#EAE (B DO AR
RRMAFESE. &5 . B8, FRHETNRS,
AT RE KRR A/, MEERIEIAHVAER, SES
W 7EFHE . B2 %EE, R PTRTIERTE
AR E B E BT, T PG RIRMER,
WEREG TR, WS, B BiE .
B RRIR A, IR, WRARRIIRERIR
RESF . VIR, HiRE 16T Gaves W (Graves’
disease, GD)HTLRAEBMRRIEM 2 ~14 MASE,
BENI GD, HEAMILHARIREE, KEHOUA
IWHIBITIE B 8 Rtk BIE BR IR R Z R
{&(thyrotropin receptors antibody, TRAb)#JHELE K
PR sl P

1 “I3iA%rdE Graves' B RIEEMRRRIIFE
GDHEHHE

EE B, 530021 BT, TREERICFEE MR ERAZE YR

FRITHARH 28 R | kbt 13758
wRskE . ERME . NLPJT, HPRRBERTT
NATL Ay . EHEREBEFREM(GD) . HHL
WHERR R M. BHEFRERE OIEE EHERR
PR ARSE ) . B TL(Jod-Basedow %5 ) . P2 M BRI
% . @YK E A R ARAR R (B AR ) . H
RIEES RMEFTT. P1EITIE Graves’ BILKAIERE
P EUR IR S 1E AR GD H, dE Graves L FEA
FEREMEG VM HURBR A4 | B4k FIR B R RS9,
Nygaard ZE007 F P10 697 191 #{3E 25 04 UK AR A /s
9 FIRE NI GD, KMERN 5%; M H Ik
Fd, PIIRYY 149 Bl HES T HERREMIS 6 #1
BEHE GCD, BRE A%, Weiss FOHE—IN %
FLL-AERFR A ST IRYT 2867 5344 BRI AR
5 19 $1(0.66 % ) HEL GD, X 5 H AP E
BRI BRI RE S CD M AR R TE
0.05% ~2.5%3A 3.



326

EERESEEYZE 20068118 £30% %6 Int J Radiat Med Nucl Med, November 2006, Vol 30, No.6

2 REtEIRS

2.1 BRI

S YRIT IR KR B R BRI M B A B R,
{2 R BR ¥ R Z K (thyroid stimulating hormone
receptor, TSHR) ZHAH R B SHURBEGEA
MRIERF, PRS2 MMIRG . NFE. BT
g, WEPURRK, MG REFEALMERES
E KD TFRRESHE, UESYNERRER
FEREMBEER, B THRZERNFSEESTE
HEMAME SR NS FERY, AFEFSH
P 1A L 0 {5 5 3 B T IS 4k CD4°T k4l i,
SHMARRE T, R A S EAR A, FRTEA B
Mk, BB, FEAEMRLAYITIE (40 TRAD)T
BB GD. WA, TELH T A5 4 R
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