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ABSTRACT

Hashimoto’s encephalopathy is a steroid-responsive syndrome characterized by the presence of
TPO antibodies, myoclonus, slow-wave EEG activity, and symptoms such as altered mental status,
hallucinations, delusions, or seizures, along with elevated antithyroid antibody levels. This report
describes a 75-year-old woman who experienced acute cognitive impairment and showed
improvement following steroid treatment. The case underscores the importance of considering this
diagnosis in rapidly progressive encephalopathy, irrespective of thyroid hormone status.
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INTRODUCTION

Hashimoto’s encephalopathy is a presumed autoimmune encephalopathy characterized by
elevated titers of antithyroid peroxidase antibodies. The estimated prevalence is approximately 2.1
per 100,000 individuals, with females affected four to five times more frequently than males, and
a mean age of onset between 45 and 55 years.[1] This condition has been documented across
pediatric, adult, and geriatric populations globally. Clinical presentations can include seizures,
stroke-like episodes, cognitive impairment, neuropsychiatric manifestations, and myoclonus.

THE CASE

A 75-year-old woman with hypothyroidism was admitted for 12 days of forgetfulness and
irrelevant speech, progressing to decreased responsiveness over the past 3-4 days. She previously
functioned independently, and there is no significant past, family, or personal history reported.
Patient was admitted in a local nursing home prior to admission in our hospital.
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On examination, she was drowsy with a Glasgow Coma Scale of E2 V1 M4. There were no
meningeal signs, focal deficits, or pupil abnormalities. Reflexes were intact.
The patient was provisionally diagnosed with acute to subacute dementia, and diagnostic tests were
initiated. Routine bloodwork—including CBC, renal and liver profiles, CRP, ESR, serum
ammonia, and blood gas analysis—treturned normal results. Cranial CT performed at her previous
hospital showed no abnormalities. Thyroid function tests showed low free T3 was 1.15 nmol/L
(normal: 1.49 -2.60nmol/L), free T4 was 102 nmol/L (normal: 71.20 -141.00nmol/L), and TSH
was 5.563 pUI/mL (normal: 0.465 - 4.68 pUl/mL). Elevated antithyroid antibody levels were
observed, with anti-thyroglobulin (TG-Ab) measured at 262.6 Ul/mL (reference range: 7-18
IU/mL) and anti-thyroid-peroxidase (TPO-Ab) at 88.0 IU/mL (reference range: 0 - 8§ U/mL).
Markers indicative of autoimmune disease, toxicity, and bacterial or viral infections were all
negative. Cerebrospinal fluid analysis demonstrated a mild elevation in protein concentration at
66 mg/dL. CSF anti TPO -Ab was also tested which was 10 IU/ml (No reference range found).
Thyroid ultrasound showed features of thyroiditis. No solid or cystic thyroid mass lesion.
Brain MRI revealed no abnormality seen [Figure 1].

EEG showed bilateral diffuse background slowing without epileptiform activity, indicating
encephalopathy [Figure 2].

Clinical, imaging, and laboratory results confirmed Hashimoto’s Encephalopathy (HE).
The diagnosis of HE is also made on Graus diagnostic criteria and exclusion of other differential
cause. [Table 1]
Following confirmation of the diagnosis, corticosteroid therapy was initiated with
methylprednisolone intravenously @ 500 mg/day for 5 days, followed by oral prednisone. The
patient exhibited a positive response within 2-3 days. Forty-eight hours after commencement of
steroid treatment, her Glasgow Coma Scale score improved to E4V3MS5.
The patient was then discharged on request with oral prednisone for 30 days.

PANEL A: GRAUS CRITERIA
1. Encephalopathy with seizures, myoclonus, hallucinations or stroke-like episodes
2. Subclinical or mild overt thyroid disease (usually hypothyroidism)
3. Brain MRI normal or with non-specific abnormalities
4. Presence of serum thyroid (thyroid peroxidase, thyroglobulin) antibodies (without
disease -specific cutoff value for these antibodies)
5. Absence of well characterized neuronal antibodies in serum and CSF
6. Reasonable exclusion of alternative cause
PANEL B: REVISED GRAUS CRITERIA
7. Subacute onset of cognitive impairment, psychiatric symptoms or seizures
8. Euthyroid status or mild clinical or subclinical hypothyroidism
9. High serum TPOAb > 200 IU/ml
10. Absence neuronal antibodies in serum and CSF
11. No evidence of infectious, toxic, metabolic, vascular, or tumor cause that could explain
the symptoms
Table 1: Diagnosis by graus criteria
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Figure 1: Magnetic resonance imaging of the brain
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Figure 2: EEG demonstrating spontaneous activity with diffuse background
Slowing

DISCUSSION

Hashimoto’s encephalopathy (HE), or steroid-responsive encephalopathy associated with
autoimmune thyroiditis (SREAT), is a rare neuropsychiatric disorder with a prevalence of about 2
per 100,000, mainly affecting women in their 40s and 50s [2]. Its varied symptoms—including
seizures, stroke-like episodes, cognitive and psychiatric disturbances, and movement disorders—
often lead to misdiagnosis as infectious, metabolic, or primary psychiatric conditions [3,4].

The underlying pathogenesis of Hashimoto's encephalopathy (HE) remains only partially
elucidated. Elevated levels of anti-thyroid antibodies, most notably anti-thyroid peroxidase (anti-
TPO) and anti-thyroglobulin (anti-TG), are frequently observed; however, their direct pathogenic
significance remains unclear. Hypothesised mechanisms encompass autoimmune-mediated
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cerebral vasculitis, immune complex deposition, and neurotoxicity induced by antibodies [5]. It is
noteworthy that thyroid function at presentation may be normal, hypothyroid, or hyperthyroid,
indicating that the encephalopathic manifestations are not necessarily attributable to thyroid
hormone concentrations [6].
Diagnosis is essentially clinical and requires a high index of suspicion. The hallmarks include:

(1) encephalopathy with varied neuropsychiatric features,

(i1) presence of thyroid autoantibodies,

(ii1))  exclusion of infectious, metabolic, toxic, or neoplastic causes, and

(iv)  a positive response to corticosteroids [7].
Ancillary tests support but do not confirm the diagnosis. EEG typically shows diffuse slowing,
sometimes with epileptiform discharges; CSF may reveal mild protein elevation; and MRI is often
normal or shows nonspecific white matter changes [8].
The dramatic responsiveness to corticosteroid therapy remains the most distinctive feature of HE.
Most patients improve rapidly with high-dose steroids, and some achieve complete remission [9].
For patients with relapsing disease or steroid-resistant cases, immunosuppressive agents
(azathioprine, cyclophosphamide, methotrexate, rituximab) or immunomodulatory therapies such
as intravenous immunoglobulin (IVIG) and plasmapheresis have been successfully employed [10].
Prognosis is generally favourable when HE is recognized early, though relapses and residual
cognitive impairment have been documented [11].
Our case highlights the importance of considering HE in the differential diagnosis of unexplained
encephalopathy, especially when thyroid autoimmunity is present. Early recognition and prompt
initiation of corticosteroid therapy can be lifesaving and may prevent long-term neurological
sequelae.

CONCLUSION

Hashimoto’s encephalitis is a rare condition that can present as acute or subacute dementia with
non-specific symptoms. Diagnosis is confirmed by excluding other causes and identifying
antibody titers. Patients typically respond well to corticosteroids, and the prognosis is favorable.
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