THYROIDITIS

Endocrinology and Metabolism

A clinically useful classification of thyroiditis is based on the onset and
duration of disease (Table 405-9).
ACUTE THYROIDITIS
Acute thyroiditis is rare and due to suppurative infection of the thyroid.
In children and young adults, the most common cause is the presence of a
piriform sinus, a remnant of the fourth branchial pouch that connects the
oropharynx with the thyroid. Such sinuses are predominantly left-sided.
A long-standing goiter and degeneration in a thyroid malignancy are
risk factors in the elderly. The patient presents with thyroid pain, often
referred to the throat or ears, and a small, tender goiter that may be asymmetric. Fever, dysphagia, and erythema over the thyroid are common, as
are systemic symptoms of a febrile illness and lymphadenopathy.
TABLE 405-9 Causes of Thyroiditis
Acute
 Bacterial infection: especially Staphylococcus, Streptococcus, and
Enterobacter
 Fungal infection: Aspergillus, Candida, Coccidioides, Histoplasma, and
Pneumocystis
Radiation thyroiditis after 131I treatment
Amiodarone (may also be subacute or chronic)
Subacute
Viral (or granulomatous) thyroiditis
Silent thyroiditis (including postpartum thyroiditis)
Mycobacterial infection
Drug induced (interferon, amiodarone)
Chronic
Autoimmunity: focal thyroiditis, Hashimoto’s thyroiditis, atrophic thyroiditis
Riedel’s thyroiditis
Parasitic thyroiditis: echinococcosis, strongyloidiasis, cysticercosis
Traumatic: after palpation
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SUBACUTE THYROIDITIS
This is also termed de Quervain’s thyroiditis, granulomatous thyroiditis, or viral thyroiditis. Many viruses have been implicated, including
mumps, coxsackie, influenza, adenoviruses, and echoviruses, but
attempts to identify the virus in an individual patient are often unsuccessful and do not influence management. The diagnosis of subacute
thyroiditis is often overlooked because the symptoms can mimic
pharyngitis. The peak incidence occurs at 30–50 years, and women are
affected three times more frequently than men.
Pathophysiology The thyroid shows a characteristic patchy inflammatory infiltrate with disruption of the thyroid follicles and multinucleated giant cells within some follicles. The follicular changes progress
to granulomas accompanied by fibrosis. Finally, the thyroid returns
to normal, usually several months after onset. During the initial phase
of follicular destruction, there is release of Tg and thyroid hormones,
leading to increased circulating T4 and T3 and suppression of TSH
(Fig. 405-10). During this destructive phase, radioactive iodine uptake
is low or undetectable. After several weeks, the thyroid is depleted
of stored thyroid hormone and a phase of hypothyroidism typically
occurs, with low unbound T4 (and sometimes T3) and moderately
increased TSH levels. Radioactive iodine uptake returns to normal or is
even increased as a result of the rise in TSH. Finally, thyroid hormone
and TSH levels return to normal as the disease subsides.
Clinical Manifestations The patient usually presents with a painful and
enlarged thyroid, sometimes accompanied by fever. There may be
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OTHER CAUSES OF THYROTOXICOSIS
Destructive thyroiditis (subacute or silent thyroiditis) typically presents with a short thyrotoxic phase due to the release of preformed
thyroid hormones and catabolism of Tg (see “Subacute Thyroiditis,”
below). True hyperthyroidism is absent, as demonstrated by a low
radionuclide uptake. Circulating Tg levels are usually increased. Other
causes of thyrotoxicosis with low or absent thyroid radionuclide
uptake include thyrotoxicosis factitia, iodine excess, and, rarely, ectopic
thyroid tissue, particularly teratomas of the ovary (struma ovarii) and
functional metastatic follicular carcinoma. Whole-body radionuclide
studies can demonstrate ectopic thyroid tissue, and thyrotoxicosis
factitia can be distinguished from destructive thyroiditis by the clinical
features and low levels of Tg. Amiodarone treatment is associated with
thyrotoxicosis in up to 10% of patients, particularly in areas of low
iodine intake (see below).
TSH-secreting pituitary adenoma is a rare cause of thyrotoxicosis.
It is characterized by the presence of an inappropriately normal or
increased TSH level in a patient with hyperthyroidism, diffuse goiter, and elevated T4 and T3 levels (Chap. 403). Elevated levels of the
α-subunit of TSH, released by the TSH-secreting adenoma, support
this diagnosis, which can be confirmed by demonstrating the pituitary
tumor on MRI or CT scan. A combination of transsphenoidal surgery,
sella irradiation, and octreotide may be required to normalize TSH,
because many of these tumors are large and locally invasive at the time
of diagnosis. Radioiodine or antithyroid drugs can be used to control
thyrotoxicosis.
Thyrotoxicosis caused by toxic MNG and hyperfunctioning solitary
nodules is discussed below.

The differential diagnosis of thyroid pain includes subacute or,
rarely, chronic thyroiditis; hemorrhage into a cyst; malignancy including lymphoma; and, rarely, amiodarone-induced thyroiditis or amyloidosis. However, the abrupt presentation and clinical features of acute
thyroiditis rarely cause confusion. The erythrocyte sedimentation rate
(ESR) and white cell count are usually increased, but thyroid function is normal. FNA biopsy shows infiltration by polymorphonuclear
leukocytes; culture of the sample can identify the organism. Caution is
needed in immunocompromised patients as fungal, mycobacterial, or
Pneumocystis thyroiditis can occur in this setting. Antibiotic treatment
is guided initially by Gram stain and, subsequently, by cultures of the
FNA biopsy. Surgery may be needed to drain an abscess, which can be
localized by CT scan or ultrasound. Tracheal obstruction, septicemia,
retropharyngeal abscess, mediastinitis, and jugular venous thrombosis
may complicate acute thyroiditis but are uncommon with prompt use
of antibiotics.
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high-potency glucocorticoid ointment under an occlusive dressing.
Octreotide may be beneficial in some cases.
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Figure 405-10 Clinical course of subacute thyroiditis. The release
of thyroid hormones is initially associated with a thyrotoxic phase and
suppressed thyroid-stimulating hormone (TSH). A hypothyroid phase
then ensues, with low T4 and TSH levels that are initially low but gradually increase. During the recovery phase, increased TSH levels combined with resolution of thyroid follicular injury lead to normalization
of thyroid function, often several months after the beginning of the
illness. ESR, erythrocyte sedimentation rate; UT4, free or unbound T4.
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