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Abstract
Hashimoto's Encephalopathy (HE) is a rare disease 
with variable clinical manifestations and without imaging 
or laboratory pathognomonic diagnostic criteria. It has 
been found to be associated with high serum titers of 
Thyroid Peroxidase antibodies (TPO) and in many cases 
thyroid function is normal. Usually has a favorable response 
to steroid treatment.

The case of a 31-years old woman with encephalopathy 
associated with steroid-responsive autoimmune thyroiditis 
is presented.
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Introduction
Hashimoto's encephalopathy, also known as corticosteroid-

responsive encephalopathy, is pathology of autoimmune nature,
with a prevalence of 2.1 per 100,000 inhabitants, mainly
between 45 and 55 years of age and predominantly in the
female sex [1]. It is considered as a discard diagnosis after
excluding encephalopathy of infectious, toxic, neoplastic and
metabolic origin [2]. It is manifested by cognitive deterioration
accompanied by neuropsychiatric characteristics (hallucinations,
delusions or paranoia), tonic-clonic seizures or focal neurological
deficits [3] and its diagnosis can be established with the
identification of anti-TPO antibodies in serum, euthyroid state or
mild hypothyroidism, absence of infection, intoxication or
neoplastic processes in laboratory tests (blood, urine or
cerebrospinal fluid), absence of structural lesions in
neuroimaging and complete or almost complete return to
neurological baseline after corticosteroid therapy [4].

Next, a clinical case of HE in a young adult patient with
satisfactory evolution is presented.

Presentation of the Case
A 31-year-old female patient with a history of Hashimoto's

thyroiditis treated with thyroidectomy (09/2016) with poor
adherence to pharmacological management and a history of
acute delusional disorder secondary to autoimmune thyroiditis

and mood disorder. She is taken to a one-day clinic with a
tendency to muteness, isolation, easy crying, psychomotor
agitation, palpitations and insomnia, she suspended
levothyroxine five months ago; at admission in regular general
conditions, with hemodynamic and respiratory stability, at
neuropsychiatric evaluation with poor visual contact, dysractile,
illogical thinking, bradypsychia and a tendency to mutism,
normal neurological examination without targeting. In initial
paraclinics, poorly controlled hypothyroidism (ultrasensitive TSH
36.32 uIU/ml, free T4 10.45 pmol/L), positive anti-TPO
antibodies (488 IU/mL) and negative antithyroglobulin
antibodies (0.016 IU/mL), sodium, potassium, Nitrogen tests and
hemogram in normal ranges, thyroid ultrasound concludes
changes due to thyroidectomy and the rest of the study without
alterations; due to the symptoms presented and the positivity of
anti-TPO antibodies, treatment was administered with pulses of
methylprednisolone 500 mg intravenously each day,
levothyroxine 150 mcg orally each day and concomitant
management with quetiapine, after five days the patient
presented clinical improvement and was He received a report of
a confirmed magnetic resonance of the brain without
alterations, for which he was discharged with treatment and
outpatient follow-up.

Discussion
HD is a rare autoimmune clinical entity of an autoimmune

nature that involves the central nervous system and is mainly
associated with the presence of antithyroid antibodies [5].
Although there are no globally accepted diagnostic criteria for
HE, this is based on the presence of clinical manifestations with
at least one frankly elevated antithyroid antibody (anti-TPO
greater than 200 micro IU/mL), in addition to the exclusion of
pathologies typical of the central nervous system (tumor,
infectious, autoimmune), as well as metabolic pathologies and
paraneoplastic syndromes [6-7]; the study of cerebrospinal fluid
in 80% of the cases is normal and in some it may present an
elevation of proteins that normalize after management [3],
eventually antithyroid antibodies can be found in CSF, however,
its role in the EH and may remain elevated after the patient's
recovery [8], imaging-wise, it is common to find
electroencephalogram (EEG) abnormalities and decreased
cerebral blood flow on positron emission computed tomography
of the brain, while it is It is rare to find abnormalities in the
magnetic resonance imaging of the skull, which is normal in 50%
of cases and in case of alterations show atrophy, cerebral
edema, ischemic lesions and demyelination in T2 and FLAIR
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sequence [5,15]. Ischemic lesions can be diffuse and reverse
with treatment plus the decrease in serum levels of anti-TPO
antibodies [9-10]. The treatment of HE aims to control the
autoimmune process and avoid complications, in this way,
immunomodulatory management is based on intravenous
corticosteroids whose first line is the administration of
intravenous methylprednisolone for three to seven days that is
continued with high doses dose of oral prednisone and
progressive decrease according to improvement of symptoms,
likewise, from the beginning of management, thyroid
replacement with levothyroxine should be guaranteed [8,11],
although, in most cases recovery is complete with treatment,
the risk of relapse at two years of follow-up can be 12.5 to 40%
of cases [11].

Our case is about a young patient with relapsed HE who
meets the clinical, autoimmune criteria, no neuroimaging
alterations and the symptomatic improvement after treatment,
in the beginning the base mood generated confusion that
warranted treatment guided by psychiatry. but it is emphasized
that HE, in addition to cognitive deterioration, can lead to
alterations in the state of behavior and personality [12], which
supports the diagnosis of the patient presented.

It is concluded that HE is an unusual and poorly understood
disease, for which it may be thought that it is underdiagnosed,
which warrants a high clinical suspicion for its timely
determination and treatment, therefore, in cases of unexplained
encephalopathy, especially in women, it is It is prudent to think
about this entity and request anti-TPO antibody titers which are
necessary for the diagnosis of HD given that the thyroid function
in most patients is normal, however, care must be taken given
the high prevalence of elevated levels of anti-thyroid antibodies
in the healthy population [13] with the consequent invitation to
think about whether this type of encephalopathy is related to
anti-TPO antibodies or is it an autoimmune disease of brain
origin.
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