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Abstract: Iodine can be obtained by consumption
of the foods that include it or to which it is added. Iodi-
ne-induced hyperthyroidism, also known as Jod-Base-
dow Syndrome, usually rise in the cases of an underly-
ing thyroid disease, such as autoimmune thyroid disea-
se, latent Graves disease, non toxic diffuse or nodular
goiter or previous thyroid surgery. Iodine-induced
hyperthyroidism is frequently self-limited with a pe-
riod of 1-18 months after the discontinuanceation of
iodine supply/replation. The prognosis is frequently
favorable, the majority returns to the baseline hormo-
nal status. The long term outcomes of Jod-Basedow ef-
fects remain unknown due to the scarcity of phenome-
non. Nonetheless, it is remarkable that treatment, de-
voted to the underlying thyroid diseases, should be ad-
dressed after resolution of the acute episode. Further-
more, an interprofessional health care team must serve
and officiate not only to treat iodine-induced hyper-
thyroidism, but also to concern themselves actively in
prophylaxis.
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IODINE-INDUCED

HYPERTHYROIDISM

Iodine can be obtained by consumption of the fo-
ods that involve it or to which it is annexed. Dietary io-
dine is absorbed from stomach and duedonum in the
rate of > 90% as iodide and rapidly distributed in the
extracellular fluid, transported to the thyroid gland by
sodium/iodide symporter with a gradient of 25-50 ti-
mes of plasma. The recommended minimum daily in-
take of iodine is 150 �g for nonpregnant adults, > 12

years; 220 to 250 �g for pregnants; 290 �g for lactating
women, and 90 �g to 120 �g for children, 0-59 months
and 6-12 years, respectively (1).

The prevalence of hyperthyroidism that has been
reported subsequent to the iodine administration is
1-20%, while the higher frequency, 10-20%, appears in
the individuals with nodular goiter living in the areas
of iodine deficiency (2, 3). Iodine-induced hyperthyro-
idism, also known as Jod-Basedow Syndrome, scar-
cely occurs in cases in the absence of an underlying
thyroid disease like autoimmune thyroid disease, pre-
vious thyroid surgery, latent Graves disease, and non-
toxic diffuse or nodular goiter (4-8). The autonomy of
underlying areas within the thyroid gland leads to
thyrotoxicosis and the autonomous areas generate the
thyroid hormones independently of normal regulatory
mechanisms as exogenonous iodine supply is augmen-
ted usually by iodinated contrast media used in conjun-
ction with computed tomography scans, angiography,
and various other imaging studies, or by intake of io-
dinated antiseptic solutions, and oral supplements (5,
9). A subclinic hyperthyroidism before iodine supply
may exist in such cases (3).

In general, iodine-induced hyperthyroidism is
self-limited with a period of 1-18 months after cessa-
tion of iodine administration. The preliminary treat-
ment modality of iodine-induced hyperthyroidism is i)
discontinuation of iodine administration, ii) abstaining
from further exposure and iii) administration of a be-
ta-adrenergic antagonists, such as atenolol 25-50
mg/day, as an initial dose, to diminish the symptoms of
hyperthyroidism (10). Administration of a thionamide
may expedite the recovery (11). Methimazole, possess-
ing long duration of action, allowing for once-daily do-
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sing, quicker efficacy and lower incidence of side ef-
fects, is recommended while the relevant symptoms
are severe or prolonged (> 1 month) as starting dose of
10-20 mg/day. Corticosteroid theraphy is suggested to
accelerate the return of thyroid hormones to their nor-
mal ranges. In case, anti-thyroid drugs fail to attenuate
thyroid hormone production, providers may regard to
prescribe lithium, owing to its inhibitory impacts on
the thyroid gland (5).

The prognosis is frequently affirmative, the majo-
rity of the cases returns to the baseline thyroid status.
The complications of iodine-induced hyperthyroidism
are consist permanent hyperthyroidism, thyroid storm,
and atrial fibrillation (5). The longterm outcomes of io-
dine-induced hyperthyroidism, Jod-Basedow Effect,
remain unknown because the phenomenon is rare. Ho-
wever, appropriate treatment leads to good outcomes
in Thyroidology. Nevertheless, some cases may requi-
re the longterm treatment with antithyroid drugs and
beta-blockers. Against all odds it is noteworthy that
treatment of the underlying thyroid diseases should be
addressed after resolution of the acute episode of
Jod-Basedow Syndrome. In addition, the interprofessi-
onal health care team must serve and officiate not only
to treat iodine-induced hyperthyroidism but also to

concern themselves, actively in the relevant prophyla-
xis (5).
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Jod se mo`e uneti hranom koja ga sadr`i ili kojoj je
dodat. Jodom izazvan hipertireoidizam, tako|e poznat i
kao Jod-Basedow Sindrom, obi~no se javlja u slu~ajevi-
ma ve} prisutne bolesti {titaste `lezde, kao {to su autoi-
muna bolest {titaste `lezde, latentna Graves-ova bolest,
netoksi~na difuzna ili nodularna gu{avost ili prethodna
operacija {titaste `lezde. Jodom izazvan hipertireoidizam
je ~esto samolimitiraju}i tokom perioda 1-18 meseci na-
kon prekida unosa joda. Prognoza je ~esto povoljna, ve}i-

na se vrati na po~etni hormonalni status. Dugoro~ni isho-
di Jod-Basedow Sindroma ostaju nepoznati zbog retkosti
i ograni~enosti fenomena. Bez obzira na to, bitno je da le-
~enje postoje}e bolesti {titaste `lezde bi trebalo nastaviti
nakon akutne epizode. Multidisciplinarni tim medicin-
skih radnika mora ne samo le~iti jodom izazvan hipertire-
oidizm, ve} i aktivno se baviti profilaksom.

Klju~ne re~i: Jod, Hipertireoidizam, Jod-Base-
dow, [titasta `lezda, Endokrina hirurgija, [titnja~a.
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