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ABSTRACT

Introduction and Purpose
Hashimoto’s disease is the most common reason of hypothyroidism. Usually, it is easy

to recognize and treat. However, under certain circumstances, it may develop into the most
severe manifestation of hypothyroidism known as myxedema and can lead to a threat to the
patient's life.

Hypothyroid crisis, or myxedema coma, is an extremely rare but fatal medical
emergency. If the condition is not promptly diagnosed and treated, the mortality rate is high as
50%. Even with immediate recognition and appropriate medical intervention, mortality rates
of up to 25% have been observed. Myxedema coma must be recognized and treated
emergently, usually prior to laboratory confirmation. Treatment consists of correction of
electrolyte abnormalities, passive rewarming, treatment of infections, respiratory and
hemodynamic support, administration of glucocorticoids, and thyroid hormone replacement.

This article aim is to enhance medical community awareness by examining features of
myxedema, prevalence, and associated risk factors, contributing to improved clinical
management. Emphasizing tailored treatment strategies for hypothyroidism, coexisting
illnesses, and metabolic decompensation, it ultimately seeks to enhance outcomes for patients
with severe hypothyroidism.
Material and methods

Conducting a systematic review of medical articles from 1997 to 2024 using PubMed,
this study analyzed articles with keywords such myxedema coma, hypothyroidism,
Hashimoto’s thyroiditis. Inclusion of pertinent articles ensured a comprehensive exploration
of myxedema coma literature during the specified time frame.
Summary

Myxedema coma is a thyroid emergency linked to hypothyroidism. This review sheds
light on the etiology of myxedema, clinical manifestations, diagnostic criteria and
comprehensive treatment options. In order to reduce mortality in patients, there is a need to
increase knowledge of the risk of development, clinical features and management not only for
emergency physicians but also for physicians of all specialties..

Keywords: Hashimoto’s disease, myxedema coma, hypothyroidism, hypothyroid crisis

INTRODUCTION
Hashimoto's disease is an autoimmune disorder causing hypothyroidism. It is a term quite well known

not only among people professionally dealing with health, but also elsewhere. You can find many articles about
this disease in glossy magazines, especially those intended for women. Many well-known people, such famous
actors or celebrities in interviews admit to having this disease. There are many manuals for patients on the
market about Hashimoto's disease, with advice on for example: how to cope with it, what effects it may have,
and what diet to follow. Although many of these pieces of advice have no scientific justification, the
commonness of this disease makes such articles and guides very popular.

Despite widespread knowledge among the general public about Hashimoto's disease, there is little
awareness of the life-threatening risk of this disease. Unfortunately, sometimes also among doctors and other
medical staff [1,2]. Treating a patient in the event of a hypometabolic crisis is difficult and often ineffective. The
condition is often caused by an inciting event, which may lead to significant delays in the diagnosis and proper
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management of this disease [3]. Therefore, there is a need to draw attention to the possibility of a life-threatening
condition resulting from hypothyroidism and recall the rules of optimal conduct in the event of this problem
occurring.

STATE OF KNOWLEDGE

1. Hypothyroidism

1.1 Definition
Hypothyroidism is a clinical syndrome resulting from a deficiency of thyroid hormones, which in turn

results in a generalized slowing down of metabolic processes. It can result from any of a variety of abnormalities
that lead to insufficient secretion of thyroid hormones.

1.2 Classification
Hypothyroidism can be classified on the basis of its time of onset (congenital or acquired). Congenital

hypothyroidism (CH) develops secondary to incomplete thyroid development or inadequate thyroid hormone
production. State-mandated newborn screening increases the detection rate of CH, allowing for early
intervention and proper development of the child [4,5]. Acquired hypothyroidism is not present at birth but came
along later in an individual over the course of their lifetime.

The levels of thyroid hormones in the blood is under control of hypothalamus–pituitary–thyroid axis in
feedback mechanism. Disturbance can occur at any level of this axis [1,3,6,7].

Hypothyroidism can be divided into a primary form due to failure of thyroid tissue itself, secondary
form due to a deficiency of thyroid-stimulating hormone (TSH) secretion by anterior pituitary or tertiary form
when the hypothalamus produces insufficient thyrotropin- releasing hormone (TRH) [8, 9]. Very rare cause are
mutation leading to peripheral resistance to the action of thyroid hormone [9,10].

Primary hypothyroidism is the most common form. Central hypothyroidism (including both secondary
and tertiary) and peripheral hypothyroidism are rare and account for less than 1% of cases [1,8,9,11].

Depending on the severity of symptoms, hypothyroidism can be divided into subclinical, overt and
hypometabolic crisis.

Subclinical hypothyroidism (SCH), also called mild thyroid failure, is diagnosed on the base of
laboratory results, when peripheral thyroid hormones triiodothyronine (T3) and thyroxine (T4) levels are within
normal reference laboratory range but serum thyroid-stimulating hormone (TSH) level is mildly elevated [1,8,9].
Usually it is asymptomatic, does not cause any symptoms. However, it can sometimes present with mild
symptoms of, such as fatigue or unexplained weight gain. The prevalence of subclinical hypothyroidism is about
4 to 8.5 percent of the population, and may rise to about 20 percent in women older than 60 years [12].
Subclinical hypothyroidism may progress to overt hypothyroidism in approximately 2-5% cases annually. They
patients with subclinical hypothyroidism do not need any treatment until their hypothyroidism become clinically
overt. So they require regular observation. Most guidelines recommend not to treat of subclinical hypothyroid
patients unless the TSH levels is higher than 10mIU/L.[8]

Overt hypothyroidism is defined as elevated thyroid stimulating hormone (TSH) with low level of
thyroxine (T4) and/or triiodothyronine (T3). The symptoms of hypothyroidism occur as a result of generalized
slowing down of metabolic processes. The symptoms are related to the duration and severity of hypothyroidism
and the velocity with which hypothyroidism occurs [8].

They include: hypersensitivity to cold, decreased peristalsis leading to constipation or even ileus,
weight gain despite worse appetite, puffy face, loss and thinning hair, muscle aches, tenderness and stiffness,
fertility problems, low libido. The classic skin is myxedema, which refers to the edema-like skin condition
caused by increased glycosaminoglycan deposition. Skin may be scaly and dry, especially on the extensor
surfaces, palms, and soles. Menstrual cycles are irregular, heavier than usual. Bradycardia is observed and may
lead to hypotonia and heart failure. Tiredness, exertional dyspnea, and exercise intolerance are likely associated
with a combination of limited pulmonary and cardiac reserve in addition to decreased muscle strength or
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increased muscle fatigue. Hypotonia of the gallbladder and altered bile composition may lead to biliary stone
formation. The patients with hypothyroidism may also have hoarse voice, slow speech, movements and thoughts,
depression, dementia or memory loss. Some patients can have an accumulation of fluid in the pleural and
pericardial cavities [1,2,9,13,14,15].

The most severe status is decompensated hypothyroidism, called myxedema coma or hypometabolic
crisis, which leads to slowing of function in multiple organs. It is a medical emergency and requires immediate
specialist input because of high mortality rate, historically as high as 80%, but still between 30 and 60% [1,3,9].
Usually it occurs in patients with long-standing primary hypothyroidism, in whom treatment has been interrupted
or in whom the diagnosis has not yet been made and adaptive mechanisms fail to maintain homeostasis [16].
Most patients who might present with myxedema coma are women. Because hypothyroidism is most common in
the later decades of life, most of these women are elderly, 60 years and older [17,18]. Much more rarely, in
perhaps 5% of cases of myxedema coma, the underlying cause is hypothalamic or pituitary disease rather than
primary thyroid failure as the cause of hypothyroidism [17].

Because the symptoms of hypothyroidism usually develop slowly, the doctors during taking medical
history must always remember about the risk factors of hypothyroidism such as Down and Turner’s syndrome,
previous Graves` disease, other autoimmune disorders, e.g. vitiligo, adrenal insufficiency, pernicious anemia,
rheumatoid arthritis, type 1 diabetes [9]. It is necessary to ask about previous thyroid surgery or radioactive
ablation of the thyroid, treatment of advanced head and neck cancer, examination with iodinated contrast. Many
drug can cause primary hypothyroidism so the patients should be ask about any drug treatment especially with
interferon α for hepatitis, tyrosine kinase inhibitors for several cancers, lithium for bipolar disorder or
amiodarone for arrhythmias. It is important because the effects of such therapy tend to show up several years
later rather than immediately [1,2,9,13,14,19,20].

The risk of hypothyroidism increases with age, and individuals over the age of 60 are more susceptible.
It is worth remembering, however, that symptoms of hypothyroidism are sparse and non-specific in older people
[21,22].

In worldwide the most common cause of hypothyroidism is lack of dietary iodine but in the developed
world Hashimoto's thyroiditis is the most common cause [9,14].

2. Hashimoto's thyroiditis

Hashimoto's thyroiditis (HT) also known as autoimmune or chronic lymphocytic thyroiditis, was first
described in 1912 and the first surgery case was reported in 1942 [15,23]. The pathology of the disease involves
the formation of antithyroid antibodies that attack the thyroid cells, causing progressive fibrosis. The most
common antibody is anti-thyroid peroxidase (anti-TPO). Some patients form antithyroglobulin (anti-Tg) and
TSH receptor-blocking antibodies (TBII) but 10% of patients may be antibody negative [14]. Raised
concentrations of thyroid peroxidase antibodies are also detected in about 11% of the general population. In
patients with subclinical hypothyroidism, thyroid peroxidase antibody measurements help to predict progression
to overt disease [9].

However, earlier on in the course of the disease, patients may exhibit signs, symptoms, and laboratory
findings of thyrotoxicosis. This is because the destruction of the thyroid gland cells may be intermittent. Patients
may have bouts of hyperthyroid symptoms, as the initial destruction of thyroid cells may lead to the increased
release of thyroid hormone into the bloodstream. This status is called hashitoxicosis. It usually requires only
supportive care and implementation of β-blockers rather than therapy with thyreostatics, and it subsides within
3–24 months [15].
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In some patients, enlargement of the thyroid gland can be observed at the beginning of the disease. The
goiter is diffuse and symmetric. Later, there is usually a decrease in the size of the goiter and even its atrophy. In
some patients, the gland may become nodular or asymmetric [14].

The diagnosis of HT is based on clinical symptoms, positivity to serum antibodies against thyroid
antigens (thyroid peroxidase and thyroglobulin) and lymphocytic infiltration on cytological examination [23,24].
In patients with TPOAbs-negative HT the ultrasound examination may help with differential diagnosis. The
typical ultrasound features include decreased echogenicity, pseudonodules, heterogeneity, hypervascularity, and
presence of small cysts [15,25].

Incidence of HT increases. Currently, its incidence is 0.8 per 1000 per year in men and 3,5 per 1000 per
year in women. The risk of developing HT in adult women is approximately 4 times than that of adult men [1].
More than 10% of women display positive antibody and around 2% show clinical manifestations; men present
one-tenth of this prevalence [14,15]. Most women are diagnosed between the ages of 30 to 50 years. The white
race shows a higher incidence than black. For example, in the United States, 10% of the population had thyroid
antibodies, a prevalence of 14% in whites and about 5% in blacks [26]. Disease prevalence increases with age
[9,14,24].

Hashimoto thyroiditis may be a component of the autoimmune polyglandular syndrome type 2 (APS-2)
along with autoimmune adrenal deficiency and type 1 diabetes mellitus. Such patients may also develop primary
hypogonadism, myasthenia gravis, celiac disease, pernicious anemia, alopecia, vitiligo and serositis [14,27].

An uncommon and severe form of hypothyroidism is consumptive hypothyroidism syndrome (CHS). It
occurs due to high levels of type 3 deiodinase (D3) expression by neoplastic tissues. Type 3 deiodinase (D3)
turns T4 and T3 into its inactive products reverse T3 (rT3) and diiodothyronine (T2). This form of
hypothyroidism may develop in children and adults, usually linked to hepatic vascular tumors. The condition is
associated with high lethality. Optimal treatment consists of an aggressive high-dose replacement of thyroid
hormones along with early effective tumor-directed treatment approaches [28,29].

For the patients with temporary iatrogenic hypothyroidism caused by thyrostatic overdose dose
reduction or discontinuation of treatment may be sufficient. In the case of persistent hypothyroidism, thyroxine
supplementation treatment should be implemented.

3. Myxedema coma

3.1 Definition

Myxedema coma, also called hypometabolic crisis, is a rare life-threatening clinical condition in
patients with longstanding severe untreated hypothyroidism, in whom adaptive mechanisms fail to maintain
homeostasis, the body's compensatory responses to hypothyroidism are overwhelmed by a precipitating factor.
They exhibit multiple organ abnormalities and progressive mental deterioration [18,30].

3.2 Precipitating event

The hypothyroid crisis almost always occurs in elderly patients, mainly women with climate-induced
hypothermia and can also be precipitated by multiple factors: use of sedatives, anesthetics, and antidepressants,
phenytoin, diuretics or other intercurrent illness such as burns, stroke, congestive heart failure, myocardial
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infarction, gastrointestinal bleeding, pneumonia or SARS-CoV-2 infection [13,17,26]. Sepsis should also be
suspected in every case. Hypoventilation, leading to hypoxia and hypercapnia, plays a major role in pathogenesis
of myxedema. Hypoglycemia and hyponatremia also contribute to the development of hypothyroid crisis.

3.3 Clinical feature of myxedema

Patients usually look classically hypothyroid with non-pitting oedema, facial coarsening, macroglossia,
ptosis, loss of hair, cool, doughy and dry skin, etc [1,18]. The presence of a scar in the lower neck might suggest
postsurgical hypothyroidism and may be an important clue in the diagnosis of a patient who is comatose [18].

All patients with myxedema coma display deterioration of their mental status Mental status is affected
though symptoms may vary between confusion, lethargy, stupor, delirium or coma, and may progress over
weeks to months [18].

Hypothermia is usual, present in approximately 40-100% of patients. The patient's temperature is
usually less than 35.5°C, can reach 230C [3,18,31].

Bradycardia is usual, with hypotension and low output cardiac failure possible. Electrocardiogram will
confirm bradycardia, and may also exhibit small complexes, evidence of acute ischaemia, or “J” waves in
hypothermia [32]. Type 2 respiratory failure with hypoventilation and respiratory acidosis may be present. Slow
relaxing reflexes will be present, though they may also be present in other causes of hypothermia. Focal or
generalized seizures may occur in up to 25% of patients, possibly related to hyponatremia, hypoglycemia, or
hypoxemia because of reduced cerebral blood flow [17].

3.4 Diagnosis

There is no possibility to recognize hypothyroid crisis as the reason of coma on the base of laboratory
findings. Therefore, attempts were made to create a point scale taking into account data from the interview as
well as symptoms and signs that would make the diagnosis and differentiation more objective.

The scoring system included a composite of alterations of thermoregulatory, central nervous,
cardiovascular, gastrointestinal, and metabolic systems, and presence or absence of a precipitating event [33].

Diagnostic Scoring System for Myxedema Coma
Precipitating Event Points
Absent 0
Present 10

Thermoregulatory dysfunction (Temperature oC)
>35 0
32=35 10
<32 20

Central Nervous System Effects
Absent 0
Somnolent/Lethargy 10
Obtunded 15
Stupor 20
Coma/seizures 30
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Gastrointestinal Findings
Anorexia/abdominal pain/constipation 5
Decreased intestinal motility 15
Paralytic ileus 20

Metabolic Disturbances
Hyponatremia 10
Hypoglycemia 10
Hypoxemia 10
Hypercarbia 10
Decrease in GFR 10

Cardiovascular Dysfuntion
Bradycardia/Heart rate
Absent 0
50-59 10
40-49 20
<40 30

Other EKG changes* 10
Pericardial/pleural effusion 10
Pulmonary edema 15
Cardiomegaly 15
Hypotension 20

Total score above 60 points highly suggestive/diagnostic of myxedema coma, 25-59
points supportive of diagnosis. Total score less than 25 points suggests that myxedema coma
as unlikely [33].

3.5 Management of a patient in myxedema coma

3.5.1 Admission to hospital

Due to a significant threat to life, a patient with suspected myxedema coma should always be
immediately admitted to the hospital and treated, preferably in an intensive care unit (ICU) to permit continuous
close monitoring of their pulmonary and cardiac status. Such patient usually requires intubation and ventilatory
support [1].

A vigorous search for preceding events is necessary. Typical signs of infection (such as fever,
tachycardia, leucocytosis) may be absent [30].

Some patients slowly develop coma in the hospital setting after being admitted with other event, such as
a fracture. In such cases, the underlying diagnosis may not have been suspected. The slower metabolism of drugs
and higher attendant risk of adverse events are not appreciated. Thus, carbon dioxide retention leading to coma
could be a feature of relative drug overdosage associated with suppression of respiratory drive, such as from
sedatives, narcotic analgesics, antidepressants, hypnotics, and anesthetics [17].
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3.5.2 Additional examinations

First, access to the vein must be provided. The blood simples should be taken for TSH, free thyroxine
(fT4), free liothyronine (fT3), creatinine, urea, sodium, potassium, full blood count (FBC), cortisol, glucose, CK,
arterial blood gases [13].

A septic screen should be done: chest radiograph, blood and urine cultures.

A central venous pressure monitoring may be may be necessary to helps to guide fluid status [17].

Because of the possibility of hypoglycaemia capillary blood glucose should be checked 4 hourly [30].

3.5.3 Laboratory examination

To confirm the diagnosis hypothyroidism the concentration of thyroid hormones in the serum should be
examined. In primary hypothyroidism free thyroxine usually is very low or undetectable, TSH is extremely high.
In rare cases TSH can be low or normal, however, due to the presence of central hypothyroidism.

Other laboratory test often show anaemia and macrocytosis, hyponatraemia, hypoglycaemia. Creatine
kinase concentration (CK) may be elevated indicating either hypothyroid myopathy or rhabdomyolysis [14,30].

3.5.4 Warming the patient’s body

Because patients with severe hypothyroidism have decreased metabolic rate and thermogenesis, their
temperature is low. The cutaneous blood flow is markedly reduced in in order to conserve body heat. In many of
the reported cases, hypothermia was the first clinical clue to the diagnosis of myxedema coma [17]. Because of
unusual hypothermia - the use of special thermometers that record temperatures below 32.2° C may be necessary
to determine the patient's actual temperature and monitor rewarming.

External warming is indicated only if the patient’s temperature is less than 300C. Otherwise slow re-
warming using a space blanket in a warm room, preferably with a continuous cardiac monitor. is sufficient to
prevent further heat loss.

Active rewarming of a hypothermic patient should be avoided. Central warming may be attempted, but
peripheral warming should not, as this may lead to vascular dilation and shock [30,36].

3.5.5 Mechanical ventilation

Mechanical ventilation may be needed, particularly for obese patients because of blunted hypercapnic
and hypoxic ventilatory drives [13,30].

Intubation in these patients may be necessary but often a difficult procedure. The risk of intubation
difficulties is independent of the degree of external facial swelling [34]. Patients can often be overweight,
coupled with the potential for airway myxedema, making airway management difficult. One should be aware
that unanticipated posterior pharyngeal edema in myxedema coma may severely complicate airway management.
[34]. Patients may have already developed hypercapnia caused by hypoventilatory effects of their illness, have
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reduced lung volumes, pleural and pericardial effusions, which can lead to cardiovascular and respiratory
collapse if not managed appropriately [1].

Mechanical ventilation is required typically for 24 to 48 hours, especially in patients whose
hypoventilation and coma result from drug-induced respiratory depression. Some patients may require it for
several weeks [17].

3.5.6 Pharmacotherapy

3.5.6.1 General rules

It is widely accepted that due to worse absorption (due to ileus) and circulation disorders because of
generalized oedema in severe hypothyroidism, all drugs should be administered intravenously by injection or
infusion.

Rapid administration of thyroid hormones and adequate supportive measures are essential for a
successful outcome.

3.5.6.2 Glucocorticoids

It is generally deemed prudent to treat with hydrocortisone because of the possibility of coexistent
adrenal insufficiency but also because of the possibility that thyroid hormone therapy may increase cortisol
clearance and precipitate adrenal insufficiency. Patients with myxedema coma can have concomitant primary
adrenal insufficiency, while patients with secondary hypothyroidism may have associated secondary adrenal
insufficiency.

Stress doses of glucocorticoids are usually used, such as hydrocortisone 100 mg every 8 hours
intravenously for 48 hours [17,30]. As a rule the dose should be gradually reduced over several days.
Glucocorticoids should be administered until the possibility of adrenal insufficiency is excluded in a sample
collected before the administration of hydrocortisone [17]. Such short-term glucocorticoid therapy is safe and
can be discontinued even without tapering when the patient has improved and pituitary-adrenal function has been
assessed to be adequate. A random serum cortisol result of less than 3 μg/dL strongly suggests adrenal
insufficiency. An adrenocorticotropic hormone stimulation test can be administered if clinically warranted [18].
Patients who have cortisol levels of 3-18 μg/dL require further testing with the adrenocorticotropic hormone
(ACTH) stimulation test; this test can be done after a few days of glucocorticoid therapy. A level of 18 μg/dL or
above is normal. Hydrocortisone administration may be quickly discontinued if the cortisol concentration in the
initial examination is 30 μg/dL or higher. Such a cortisol concentration in conditions of hypothyroidism and
stress such as hypometabolic crisis undoubtedly excludes the coexistence of adrenal insufficiency.

3.5.6.3 Thyroid hormones

Causal treatment involves supplementing thyroid hormones. The patients will die without it. The most
recommendations recommend intravenous administration of levothyroxine (T4) at an initial dose of 300-400μg
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in a single infusion or using an infusion pump to saturate T4 binding sites in plasma binding proteins. In the
following days the dose of 50-100 μg of T4 intravenously daily should be maintained. Arguments in favour of
the intravenous route are risk of aspiration and the uncertainty of absorption with the nasogastric route
[1,8,13,17,30,33].

The special precautions should be taking in patients with coronary heart disease due to the high risk of
triggering angina, heart failure, or arrhythmia. Elderly patients and those with ischemic heart disease may need
smaller doses of thyroid hormone. Then dose of 50 μg should be used.

All patients should have the heart rhythm continuously monitored during the early phases of
replacement. High daily doses of thyroid hormone replacement (LT4 ≥500 μg or T3 ≥75 μg daily) are associated
with increased mortality, especially in the elderly.

When improvement is seen, it is allowed to switch to oral administration. It is not necessary to start
with a low dose of T4 and titrate it up [30].

Some authors propose parallel intravenous administration of liothyronine (T3) due to impaired T4 to T3
conversion and better T3 passage through the blood-brain barrier. Recommended doses of T3, in addition to T4,
are initially 20 μg , then 10 μg every 8 hours until the patient regains consciousness. Levothyroxine doses may
be lower when used simultaneously with T3 [1,30].

Due to infrequent occurrence of myxoedema coma, intravenous levothyroxine and liothyronine are not
always immediately available in hospitals. If suitable intravenous preparations are not available, the same initial
dose of thyroid hormones can be given by nasogastric tube with good results [36, 16].

A convenient form of levothyroxine is its liquid form which can be given enterally through the tube.
This form allows to achieve a rapid improvement of thyroid function after implementation of enteral liquid T4.
Considering the effectiveness and also the number of ready-to-use doses and convenience of administration in
the life-threatening situations, there are suggestions that liquid T4 should be available in every hospital
pharmacies [35].

Oral combinations containing 20 μg of T3 and 100 μg of T4 in one tablet may be also used. on day 1
administer 3 to 4 tablets once daily via a nasogastric tube; on subsequent days, 1 or 2 tablets via a nasogastric
tube.

It is believed that oral treatment is less reliable than the intravenous route due to the possibility of
malabsorption. This fact should be taken into account when switching T4 treatment from intravenous to the
enteral route, in which absorption is reported to be approximately 70–80% of the administered dose [32].
However, some authors claim that intravenous administration of hormones is not always necessary and present
cases of their patients in which enteral therapy was effective [33].

3.5.6.4 Antibiotic therapy

Because the traditional signs of infection may be masked, prophylactic empiric antibiotics are indicated
until infection can be ruled out. Broad spectrum antibiotics should be administrated before the culture results
[17,18,30,34]. Historically, fatal cases of myxedema coma often had an unrecognized source of infection [34].
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3.5.6.5 Fluids

Due to hyponatremia, fluid intake is limited. Fluid restriction and the use of isotonic sodium chloride
will usually restore normal serum sodium. Normal saline should not be administered in patients with suspicious
hyponatremic encephalopathy. In cases with severe symptomatic hyponatremia, 100 ml of 3% NaCl should be
administered. The new vasopressin antagonist conivaptan might be potentially useful in hyponatremia as high
vasopressin levels have been observed in myxedema coma; however, no cases of myxedema coma have been
reported in which this drug was administered [30].

In case of hypoglycemia, supplementation of hypertonic glucose solutions is necessary, especially if
adrenal insufficiency is present [30].

In case of hypotension, if fluid therapy does not restore efficient circulation, dopamine should be added
[17,30, 34].

3.6 Complications

Complications of hypometabolic crisis may include: stroke, heart attack congestive
heart failure, gastrointestinal bleeding, bowel hypomotility, ventilatory failure, coagulopathy
[13,17].

There is high risk of infections, most often of the respiratory or urinary tract with lack
of febrile response to sepsis [13].

3.7 Prognosis

Hypometabolic crisis represents the most extreme form of hypothyroidism, so severe
as to readily progress to death unless diagnosed promptly and treated vigorously. Even with
reasonably early diagnosis and customary therapy, the mortality rate in myxedema coma is
high, approaches 20% to 60% [17,38]

4 Conclusions

The phrase: "prevention is better than cure" is known to most of doctors. This is what
Hippocrates "father" of rational medicine, said over 2,400 years ago and nowadays despite
great medical progress in diagnosis and therapy, this statement is still important [37]. This has
a profound justification regarding the hypometabolic crisis. Diagnosing and treating
hypothyroidism is relatively easy and inexpensive. On the other hand, treating a patient with
myxedema crisis is complicated, expensive and often unsuccessful. Therefore patients
diagnosed with hypothyroidism and their caregivers should be made aware of the need to
systematically take medications and not interrupt therapy.

Also family physicians are in an important position to prevent myxedema coma by
maintaining a high level of suspicion for hypothyroidism especially among elderly women.
An early diagnosis of hypothyroidism may well save a patient's life. [18].
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