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The varied causes of thyroiditis can be challenging to 
differentiate. A working knowledge of the clinical features 
associated with each subtype is required. Reaching the 
correct diagnosis relies on informed assessment, focused 
examination and appropriate investigation. 

T hyroiditis is characterised by inflammation of the thyroid 
gland and results in damage to its follicular cells. The classic 
triphasic disease response includes the initial hyperthyroid 
phase, characterised by the release of preformed thyroid 

hormones from damaged follicles, followed by hypothyroidism 
secondary to depleted stores with a subsequent eventual recovery 
to a euthyroid state six to 12 months later (Figure 1). 

The myriad diagnoses of thyroiditis are generally classified 
according to their associated symptoms of pain or painlessness. The 
differential diagnoses of painless thyroiditis include Hashimoto’s 
thyroiditis, postpartum thyroiditis, silent thyroiditis and drug 
induced thyroiditis. Neck pain with thyroiditis is commonly due to 
subacute thyroiditis, but rarer causes should be excluded. This article 
describes the causes of thyroiditis and provides a guide for its 
evaluation and management in primary care.

Clinical evaluation
The key determinants in the clinical presentation are the presence 
of neck pain and thyroid dysfunction (Table 1). Provisional diagnoses 
are informed by the clinical context and the rapidity of onset and 
evolution of symptoms. In addition to thyroid function tests (TFTs) 
and depending on the clinical scenario, thyroid antibody levels, 
erythrocyte sedimentation rate (ESR), thyroid technetium scanning 
and thyroid ultrasound scanning may help as confirmatory 
investigations.
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Key points
•	Thyroiditis is a general term for diverse diagnoses 

characterised by inflammation of the thyroid and is 
classified as painful or painless thyroiditis. Autoimmune 
and drug induced thyroiditis are the main causes of 
painless thyroiditis. Painful thyroiditis is usually due to 
subacute thyroiditis but rarer forms should be considered. 

• Common features include the classic triphasic pattern of: 
thyroid dysfunction of the thyrotoxic phase, due to release  
of preformed thyroid hormones from damaged follicles; 
followed by hypothyroidism secondary to depleted stores;  
and then a return to euthyroid state from recovery, which  
can take six to 12 months. 

• General principles of management include symptomatic 
treatment for pain (if present) with anti-inflammatory 
agents, beta blockers for management of symptoms in the 
thyrotoxic phase and levothyroxine for management of 
symptoms in cases of hypothyroidism. 

• Thioamides are not effective in thyroiditis, except in some 
forms of drug induced thyroiditis. Graves’ disease is an 
important differential diagnosis in the thyrotoxic phase of 
thyroiditis and requires treatment with thioamides. 
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Neck pain
Subacute thyroiditis presents with neck pain in more than 90% of 
patients.1 Rare causes of neck pain with thyroid dysfunction include 
suppurative bacterial thyroiditis, trauma and radiation induced 
thyroiditis. Although not a cause of thyroiditis, spontaneous 
haemorrhage of a thyroid nodule can result in a similarly painful, 
palpable mass in the neck.2

Thyroid dysfunction
Thyrotoxicosis
Thyrotoxicosis is seen in the initial course of the triphasic response 
in both painful and painless forms of thyroiditis. Symptoms of 
thyrotoxicosis vary in severity and duration, with palpitations, 
diaphoresis, weight loss and anxiety as the predominant features. 
Examination findings may include tachycardia, fine tremor and 
brisk reflexes. TFTs usually indicate suppressed thyroid-stimulating 
hormone (TSH) with normal or elevated free thyroid hormone levels. 
Thyroid technetium scans provide a definitive diagnosis of thyroiditis, 
with findings of low uptake of technetium by the thyroid during  
the thyrotoxic phase. Graves’ disease and autonomous nodules are the 
main differential diagnoses to consider in patients with thyrotoxicosis 
and can be confirmed with findings of normal to increased uptake 
on thyroid technetium scans with or without positive thyrotropin 
receptor antibodies.

Hypothyroidism
Temporary hypothyroidism follows the thyrotoxic phase and can 
have a prolonged duration of up to six months. Euthyroid state 
without a hypothyroid state may occur in cases of mild thyroiditis. 
All types of thyroiditis may progress to permanent hypothyroidism, 
which occurs most commonly in patients with high levels of thyroid 
antibodies and an associated phase of severe hypothyroidism. 

Patients experiencing severe hypothyroidism are more likely to 
present with classical symptoms, such as lethargy, weight gain, cold 
intolerance, decreased bowel movements, muscle aches, depression, 
menorrhagia, and dry skin and hair. Clinical signs of hypothyroidism 
include bradycardia, decreased reflexes, coarse skin and hair and 
fluid retention. TFTs typically show an elevated TSH level with a 
low free thyroxine level.

Treatment of thyroiditis
Symptoms of thyroiditis are typically mild and transient. Beta block-
ers can be used to manage symptoms of severe thyrotoxicosis; 
antithyroid drugs are ineffective, as there is no excess thyroid hor-
mone production except in certain types of drug induced thyroiditis. 
Levothyroxine should be considered in symptomatic patients with 
a prolonged hypothyroid phase, with reassessment for ongoing use 
every six to 12 months. NSAIDs and corticosteroids can be used to 
manage symptoms of neck pain. 

Specific causes of thyroiditis 
Hashimoto’s thyroiditis
Hashimoto’s thyroiditis (HT) is the most common autoimmune 
thyroid disorder. It is commonly associated with chronic hypothy-
roidism but can instead follow the triphasic pattern of thyroiditis. 
HT is characterised by lymphocytic infiltration of the thyroid gland 
due to loss of immune tolerance, with a resulting elevation of thyroid 
antibodies (thyroid peroxidase antibodies, thyroglobulin antibodies) 
and eventual thyroid failure. 

Around 10 to 20% of the Australian population has evidence of 
thyroid autoimmunity. Prevalence increases with age and 1 to 2% 
of patients experience features of overt hypothyroidism.3 The like-
lihood of overt hypothyroidism is markedly elevated in patients 
with elevated TSH and thyroid antibody levels.4

Genetic susceptibility and environmental risk factors (especially 
higher iodine intake) are predisposing factors for HT. Patients 
with HT have an increased risk of other organ-specific or systemic 
autoimmunity. Polyglandular autoimmune syndromes are 
characterised by more than one immune-mediated endocrino
pathy, with a high prevalence of type 1 diabetes, Addison’s disease, 
hypogonadism, autoimmune thyroid disease, vitiligo and alopecia.5 
Higher prevalence of systemic autoimmune disorders (e.g. rheu-
matoid arthritis) has been noted in patients with autoimmune 
thyroiditis.6

HT is a well-recognised risk factor for the development of thyroid 
lymphoma, with a 40 to 80 times greater risk compared with the 
general population; however, less than 1% of patients with HT develop 
thyroid lymphoma.7 Clinical presentations are dramatic with a 
sudden increase in goitre and airway compromise over a matter 
of weeks. 

Serum TSH levels and thyroid peroxidase (TPO) antibody levels 
are required for the diagnosis of Hashimoto’s thyroid disease; thyroid 
technetium scanning, thyroid ultrasound scanning and thyroid biopsies 
are not routinely indicated. Initially, subclinical hypothyroidism 

Figure. Triphasic disease response in thyroiditis
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(SCH) occurs and further progression of thyroiditis results in 
overt  hypothyroidism (Box 1).

Other potential causes of elevated TSH levels should be con-
sidered, ranging from early thyroid failure to transient increases 

due to nonthyroidal illness, with reassessment of TSH levels after 
two to three months (Box 2). Age- and race-specific TSH distri-
bution and reference limits may need to be considered in clinical 
practice. A shift in TSH distribution to higher concentrations 

Table 1. Summary of thyroiditis

Pain Diagnosis Aetiology Clinical features Investigations* Treatment

Painless Hashimoto’s 
thyroiditis

Autoimmune Chronic hypothyroidism Elevated anti-TPO, anti-TG Permanent thyroxine 
replacement in cases with 
elevated TSH ≥10 mIU/L

Postpartum 
thyroiditis

Autoimmune •	 Occurs within 12 months of 
delivery

•	 Commonly a mild transient 
thyrotoxic phase, followed by 
a prolonged symptomatic 
hypothyroid phase

•	 Up to 70% recurrence rate 
with subsequent pregnancy

•	 Elevated anti-TPO, anti-TG
•	 Repeat TFTs every two to 

four weeks with initial 
presentation

•	 TRAb/TSI in thyrotoxic 
phase to exclude GD

Temporary thyroxine may be 
required for the hypothyroid 
phase

Silent 
thyroiditis

Autoimmune Transient thyrotoxic phase in 
about 5-20% patients; followed 
by a prolonged hypothyroid 
phase for three to six months 

•	 Elevated anti-TPO, anti-TG
•	 TRAb/TSI in thyrotoxic 

phase to exclude GD

•	 May require symptomatic 
treatment in the triple 
phase response

•	 Ongoing thyroxine in 20% 
of patients

Riedel 
thyroiditis 

Destructive 
thyroiditis 
characterised 
by dense 
fibrosis

Hard goitre with compressive 
symptoms of hoarseness, 
dyspnoea and dysphagia

USS thyroid and biopsy •	 Airway management with 
glucocorticoid therapy is 
crucial 

•	 May require thyroxine and 
calcium replacement

Drug-induced 
thyroiditis

Various mechanisms – see Table 2

Painful Subacute 
thyroiditis

Viral infection or 
autoimmune 
response

•	 Prodromal features with a 
thyrotoxic phase lasting up 
to six weeks

•	 Followed by hypothyroidism, 
which may be prolonged

•	 Elevated ESR
•	 Reduce uptake on TTS
•	 TRAb/TSI to exclude GD 

in the thyrotoxic phase
•	 Neck USS if there is 

significant focal 
tenderness

•	 Beta blockers to manage 
symptoms in the thyrotoxic 
phase

•	 NSAIDs ± prednisolone to 
manage neck pain 

•	 Thyroxine to manage 
symptoms in the 
hypothyroid phase

Acute 
suppurative 
thyroiditis

Acute infection 
progressing to 
abscess 
(usually 
bacterial)

Systemically unwell for a few 
days to weeks, with fever, neck 
pain, sore throat, dysphagia 
and neck tenderness

•	 Neck USS
•	 FNA with cultures
•	 Blood cultures
•	 CRP

Hospitalisation for airway 
monitoring, stabilisation, 
empirical antibiotic therapy 
and drainage

Trauma- and 
radiation-
induced  
thyroiditis

Inflammation Clinical context of radiation or 
trauma, thyroid pain and 
transient thyrotoxicosis

Diagnosis is based on the 
clinical context

•	 Self-limited
•	 NSAIDs to manage 

significant pain

Abbreviations: anti-TG = thyroglobulin antibodies; anti-TPO = thyroid peroxidase antibodies; CRP = C-reactive protein; ESR = erythrocyte sedimentation rate; FNA = fine needle aspirate;  
GD = Graves’ disease; TFTs = thyroid function tests; TRAbs = thyrotrophin receptor antibodies; TSI = thyroid-stimulating immunoglobulins; TTS = thyroid technetium scan; USS = ultrasound scan. 
* In addition to initial thyroid function testing.
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with age in healthy elderly patients has been demonstrated.8

Most guidelines recommend levothyroxine for the treatment of 
overt hypothyroidism, which is associated with an increased risk 
of hypothyroid symptoms and cardiovascular events.9 A starting 
thyroxine dosage of 1.6 mcg/kg/day is recommended, with subsequent 
changes made every six to 12 weeks to maintain TSH levels within 
the reference range.  For elderly patients and patients with significant 
cardiac disease, a lower initial dosage of 25 to 50 mcg/day with gentle 
titration is recommended. More frequent adjustment of thyroxine 
is not recommended, as thyroxine has a long half-life and a steady-state is 
not achieved until six weeks have lapsed.

In euthyroid patients with HT, annual TFTs are recommended 
due to the risk of disease progression to hypothyroidism. Annually, 
2 to 6% of patients with SCH progress to overt hypothyroidism, 
with a higher risk in women, patients with elevated TSH levels, and 
patients with a higher TPO antibody titre.10,11 

Levothyroxine confers no benefit in managing symptoms of 
hypothyroidism in older people with SCH.12 Although treatment of 
SCH has been associated with improvement of left ventricular ejection 
fraction, dyslipidaemia and carotid intima media thickness, a 
reduction in cardiovascular disease risk has not been consistently 
shown.13-15 A retrospective study showed treatment of SCH was 
associated with fewer ischaemic heart disease events in younger 
individuals, but this was not evident in older people.16,17 Treatment 
is therefore not recommended in patients with SCH aged 70 years 
and over. Treatment can be considered in younger patients with 
SCH (even when TSH levels are <10 mIU/L), particularly if patients 
are experiencing hypothyroid symptoms and cardiovascular risks 
are present.18,19

Treatment is generally recommended for pregnant women in 
cases of newly diagnosed SCH, such as with TSH levels greater than 
trimester-specific upper reference ranges, or greater than 4.0 mIU/L. 
Treatment may also be considered in pregnant women (or women 
trying to conceive) with TSH levels measuring 2.5 to 4.0 mIU/L and 
detectable TPO antibodies, but the available evidence is not 
consistent.20-22 

Postpartum thyroiditis
Immune reconstitution after immune tolerance during pregnancy 
leads to an increased prevalence of autoimmune thyroid disorders 
in the first 12 months after the birth. Postpartum thyroiditis (PPT) 
is considered a variant form of HT. PPT occurs in 10% of unselected 
pregnant women and up to 50% of pregnant women with positive 

TPO antibodies, with recurrence rates approaching 70% with each 
subsequent pregnancy. Almost all cases occur after a full-term 
pregnancy; however, case reports have been described following a 
miscarriage.23-25

 Although the classic triphasic pattern has been described in 
PPT, the pattern of thyroid dysfunction can be quite variable: 25 to 
40% of patients exhibit the classic triphasic course, whereas 20  
to 30% develop only thyrotoxicosis and 40% develop only hypo-
thyroidism.25 The thyrotoxic phase may be asymptomatic, occurring 
up to one year after the birth and lasting for several weeks. This 
is followed by a hypothyroid phase, which is usually symptomatic. 
Diagnosis of PPT may be delayed as it is often under recognised 
and attributed to the stresses of having a newborn child. A pro-
spective study reported that 50% of women with PPT remained 
hypothyroid at the end of the first postpartum year.24 

There is likely to be an overlap between HT and PPT, given the 
autoimmune nature of both conditions. Monitoring TFT results 
two-monthly to evaluate for resolution of hypothyroidism for 
12 months postpartum is recommended.

It is important to differentiate new-onset or recurrent Graves’ 
disease from the thyrotoxic phase of PPT. Features that are more 
suggestive of PPT include shorter duration of thyrotoxicosis, milder 
severity and the timing of the presentation within six months of 
delivery. Physical signs of thyroid ophthalmopathy, goitre with bruit 
and biochemical indicators of an elevated free tri-iodothyronine to 
free thyroxine ratio and presence of thyrotropin receptor antibodies 
or thyroid stimulating immunoglobulins are consistent with a 
diagnosis of Graves’ disease. Increased uptake on thyroid technetium 
scanning confirms a diagnosis of Graves’ disease; however, the scan 
is contraindicated during breastfeeding, which must be suspended 
until breast milk is no longer radioactive (usually several days). 
From a practical perspective, a thyroid technetium scan is typically 
not required, as improvement in repeat thyroid test results is seen 
within a few weeks. Thioamides are not used for management of 
PPT as they are in Graves’ disease.

Silent thyroiditis 
Silent thyroiditis is considered a variant form of HT and is associated 
with the genes HLA-DR3 and HLA-DR5.26 The disease is more 

1. Definitions of hypothyroidism subtypes

•	 Subclinical hypothyroidism (SCH): TSH above the upper normal 
limit while serum FT4 remains within the normal reference range 

•	 Overt hypothyroidism (OH): serum FT4 below the lower normal limit 
and elevated TSH, typically >10mIU/L

Abbreviations: FT4 = free thyroxine; TSH = thyroid-stimulating hormone.

2. Causes of TSH elevation not due to subclinical 
hypothyroidism

•	 Recovery from non-thyroidal illness

•	 TSH-secreting pituitary adenoma

•	 Isolated pituitary resistance to thyroid hormone

•	 Impaired renal function

•	 Untreated adrenal insufficiency

•	 Drugs affecting TFTs (iodine, contrast agents, amiodarone)
Abbreviations: TFTs = thyroid function tests; TSH = thyroid-stimulating hormone.
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common in females and 50% of patients are positive for antibodies 
against thyroid peroxidase and thyroglobulin. Silent thyroiditis 
appears to be more prevalent in areas of higher dietary iodine intake, 
accounting for up to 30% of cases in Japan but around only 1% in 
the USA.27,28

The clinical course follows a triphasic pattern. The thyrotoxic 
phase is often transient and underdiagnosed, occurring in around 
5 to 20% of patients, and is followed by a prolonged hypothyroid 
phase lasting three to six months.29 Symptoms are usually mild and 
a small painless goitre may be present. Residual chronic hypothy-
roidism occurs in 20% of patients.30 The main differential diagnosis 
to be considered for a presentation of thyrotoxicosis without neck 
pain is Graves’ disease.

Drug-induced thyroiditis
Medications can cause thyroiditis through a variety of underlying 
mechanisms (Table 2). Altered iodine metabolism is seen with 
amiodarone-induced type 1 thyroiditis and causes increased thyroid 

hormone synthesis in patients with pre-existing goitre. This process 
results in thyrotoxicosis and responds well to management with 
antithyroid medications. Destructive thyroiditis with release of exces-
sive thyroid hormones occurs with amiodarone-induced type 2 
thyroiditis, which is best managed with prednisolone. 

Lithium can impair iodine uptake and inhibit the synthesis and 
release of thyroid hormones, causing hypothyroidism and goitre 
formation in about 20% of affected patients.31 

Tyrosine kinase inhibitors for cancer treatment can induce de 
novo hypothyroidism, which can be preceded by a phase of transient 
thyrotoxicosis in 20 to 40% of patients, resulting from the medication’s 
antiangiogenic effect.32 Worsening of stable hypothyroidism has also 
been described with the use of tyrosine kinase inhibitors.33

Medications that have a direct effect on the immune system 
exhibit an increased risk of autoimmune thyroid disease that 
presents most commonly as hypothyroidism, followed by destruc-
tive thyroiditis and Graves’ disease. Examples include IFN-alpha 
for viral hepatitis therapy, interleukin-2 therapy for cancer therapy 

Table 2. Summary of drug-induced thyroiditis

Drug Mechanism Clinical syndrome Treatment

Amiodarone Type 1 thyroiditis – increased synthesis 
in patients with pre-existing goitre

Thyrotoxicosis Antithyroid medication

Type 2 thyroiditis – destructive 
thyroiditis with release of excessive 
thyroid hormones

Thyrotoxicosis Prednisolone

Lithium Impairs iodine uptake, inhibits 
synthesis and release of thyroid 
hormones; suspected of causing 
thyrotoxicosis through direct toxic effect

•	 Hypothyroidism and goitre 
formation

•	 Hyperthyroidism (rare)

Thyroxine (for hypothyroidism only)

Tyrosine kinase 
inhibitors

•	 Hypothyroidism resulting from its 
antiangiogenic effect

•	 Peripheral inactivation of thyroid 
hormones 

•	 Hypothyroidism, may be 
preceded by transient 
thyrotoxic phase

•	 Thyroxine for new hypothyroidism
•	 Increase thyroxine dose in cases of 

previously stable hypothyroidism 

Interleukin-2
Alpha interferon 
Alemtuzumab

•	 Immune related; de novo antibody 
production or exacerbation of 
underlying AITD

•	 IL-2-related hypothyroidism 
correlated with a favourable 
response to treatment 

•	 Transient hypothyroidism 
(35%) 

•	 Permanent hypothyroidism 
(9%)

•	 Hyperthyroidism  
(GD or destructive thyroiditis)

•	 Thyroxine for hypothyroidism 
•	 Antithyroid agent for GD

Immune 
checkpoint 
inhibitors

•	 Immune-related thyroiditis; rarely, GD
•	 Immune-related hypophysitis may 

cause central hypothyroidism
•	 Overt thyrotoxicosis is associated 

with high rates of cancer survival

•	 Destructive thyroiditis  
with transient thyrotoxicosis 
followed by hypothyroidism

•	 GD-persistent 
hyperthyroidism (less 
common)

•	 Beta blockers to manage symptoms in 
transient thyroiditis

•	 Thyroxine to manage hypothyroidism
•	 For combined adrenal and thyroid 

dysfunction due to hypophysitis, manage 
with corticosteroid replacement before 
levothyroxine replacement to avoid acute 
adrenal crisis

Abbreviations: AITD = autoimmune thyroid disease; GD = Graves’ disease; IL-2 = interleukin-2.
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and alemtuzumab (anti-CD52 monoclonal antibody) for multiple 
sclerosis.34-36

Immune checkpoint inhibitor therapies against cytotoxic 
T-lymphocyte-associated antigen 4 and programmed cell death 
protein  1 receptor are associated with thyroiditis and other 
endocrinopathies. Destructive thyroiditis is the most common 
immune-related endocrinopathy, occurring at a rate of 10 to 20% 
(especially with the use of combination therapy).33 Graves’ disease may 
also occur but is less common. Immune-related thyroiditis persists 
as hypothyroidism even after the completion of immune checkpoint 
inhibitor therapy. Immune-related hypophysitis may cause central 
hypothyroidism. In patients with combined adrenal and thyroid 
dysfunction due to hypophysitis, thyroid hormone replacement 
should begin three to five days after initiation of corticosteroid replace-
ment to avoid an acute adrenal crisis. Overt thyrotoxicosis correlates 
with a robust immune response and high rates of extrathyroidal 
immune toxicity, as well as high rates of cancer survival.32

Subacute thyroiditis
Subacute thyroiditis is self-limiting and is the most common cause 
of painful thyroiditis. It is associated with viral infections or 
autoimmune responses and patients with certain human leucocyte 
antigens are more susceptible.37 A higher prevalence of subacute 
thyroiditis in women seems to correspond with the surge in viral 
infections that occurs with seasonal variability, including pathogens 
such as Coxsackie virus, Epstein-Barr virus, adenoviruses and H1N1 
influenza.38 During the winter months of the pandemic, an increase 
in the incidence of subacute thyroiditis was observed in conjunction 
with spikes in cases of COVID-19.39 There are case reports of subacute 
thyroiditis following COVID-19 infection and, unusually, following 
COVID-19 vaccination.40 

Subacute thyroiditis follows a triphasic pattern, with the initial 
thyrotoxic phase lasting up to six weeks marked by unilateral or 
bilateral anterior neck pain radiating to the jaw with associated 
neck tenderness on palpation. Prodromal features of fever, fatigue 
and myalgia associated with pharyngitis are usually present. Most 
patients return to euthyroid phase within 12 months of onset. 
Between 5 and 15% of patients develop permanent hypothyroidism 
and recurrence occurs in up to 5% of patients.29 

Subacute thyroiditis can be diagnosed on the combination of 
neck pain with prodromal symptoms, thyrotoxicosis, elevated 
inflammatory markers and low uptake of markers on thyroid 
technetium scanning. Differential diagnoses include suppurative 
thyroiditis, Graves’ disease and haemorrhage into a thyroid cyst or 
nodule. Ultrasound is useful in delineating the features of a solid 
lesion (e.g. abscess, haemorrhage into nodule, thyroid cancer) that 
may require fine needle aspiration biopsy. For neck pain, NSAIDs 
are used as first-line therapy followed by the second-line option of 
corticosteroids, such as prednisolone 15 to 40 mg daily for several 
weeks followed by a gradual tapering of the dose. Beta blockers are 
used for symptomatic relief of thyrotoxicosis. Antithyroid medica-
tions are not effective in subacute thyroiditis. 

Rare forms of thyroiditis
Acute suppurative thyroiditis or infectious thyroiditis
Acute thyroid infection leading to abscess is rare and can be a 
life-threatening condition if not recognised in a timely manner. 
Patients present with symptoms of neck pain. Predisposing mech-
anisms of infection include congenital anomalies, such as pyriform 
sinus fistula, direct extension of oropharyngeal abscess, lymphatic 
or haematogenous spread and neck trauma.41

The results of ultrasound-guided fine needle biopsy of the mass 
or collection of fluid help to differentiate between subacute thyroiditis 
and acute suppurative thyroiditis. Treatment of thyroid abscess 
includes hospitalisation, airway monitoring, stabilisation, empirical 
antibiotic therapy and drainage, if required.

Riedel thyroiditis 
Riedel thyroiditis presents with a firm-to-hard goitre that is sometimes 
painful, with resulting compression causing symptoms of hoarseness, 
dyspnoea and dysphagia. It is a rare inflammatory disease related to 
immunoglobulin G-4, and adjacent tissues can be affected by invasive 
fibrosis thyroiditis.42 Airway management and corticosteroids are 
the mainstay of treatment alongside correction of biochemical abnor-
malities, such as hypocalcaemia and hypothyroidism.43

Radiation- and trauma-induced thyroiditis
Radiation-induced thyroiditis is uncommon and presents with 
anterior neck pain. It occurs within two weeks of external beam 
radiation or radio-iodine administration.44 Transient neck pain and 
thyrotoxicosis may occur after physical injury in situations including 
vigorous palpation, neck surgery, thyroid biopsy or seat belt injury.45

Conclusion
The underlying causes of thyroiditis are diverse, with presence 
or absence of neck pain and thyroid dysfunction being the main 
clinical presentations. The clinical context will determine which 
additional investigations are indicated to exclude important 
differential diagnoses. Depending on the underlying cause, 
treatment is generally aimed at managing the patient’s symptoms. 
Permanent hypothyroidism is a possible long-term complication 
of thyroiditis. Clinicians should be equipped with a working 
knowledge of thyroiditis and its various manifestations.�   ET
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