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Optic Neuritis Presenting in Hashimo-
to’s Encephalopathy: A Case Report

Dear Editor,
Hashimoto’s encephalopathy is a rare clinical condition 

first described by Lord Brain, presenting with unexplained 
encephalopathy with detectable antithyroid antibodies [1]. 
Brain imaging of these patients display varied findings 
from normal to diversified appearance, including ischemic 
lesions, white matter demyelination, and focal vasogenic 
edema [2]. Characteristically, these patients usually have 
high titers of anti-thyroid peroxidase antibody. The disease 
belongs to the spectrum of the autoimmune disorders [3], 
which may share some characteristics of other diseases 
that accompany optic neuritis. The authors present a rare 
case of Hashimoto’s encephalopathy accompanying optic 
neuritis.

A 32-year-old male was referred to the ophthalmic clinic 
with a 1-week history of painless vision loss in right eye. 
The patient was administered to the department of neurol-
ogy for the evaluation of the dysarthria as well as right 
sided weakness of the upper and lower limb which started 
2 days ago. On his blood test, the level of T3 and T4 was 
intact (0.76 ng/mL and 1.22 ng/dL, respectively), although 
thyroid stimulating hormone level was slightly decreased 
to 0.316 µIU/mL. The levels of anti-thyroid peroxidase an-
tibody (normal range, 0–60 U/mL) and anti-thyroglobulin 
antibody (normal range, 0–60 U/mL) were proved to be 
high (3,411 and 487 U/mL, respectively) but anti-neuromy-
elitis optica antibody was negative. Spinal fluid analysis re-
vealed increased levels of albumin but oligoclonal band 
was negative. Other results suggestive of autoimmune or 
infective diseases were negative. The magnetic resonance 
imaging (MRI) of the patient displayed multifocal patchy 
signal changes in both cerebrum, cerebellum, thalami and 
brain stem, including subcortical white and gray matter. 

The patient was diagnosed as Hashimoto’s encephalopathy 
for these findings.

Initial ophthalmic examination revealed visual acuity of 
8 / 200 in the right and 20 / 20 in the left eye with relative 
afferent pupillary defect of grade 2 in right eye. There was 
severe dyschromatopsia in right eye. Disc swelling, howev-
er, was not found on the fundus examination, and the opti-
cal coherence tomography displayed intact retinal nerve fi-
ber layer (RNFL) thickness and retinal ganglion cell 
(RGC) layer of the both eyes (Fig. 1A, 1B). Humphrey vi-
sual field test (30-2 SITA standard test) revealed incongru-
ous right hemianopsia (Fig. 1C), which corresponded to the 
high signal lesion of the left parietotemporal optic radia-
tions found in the initial T2 flare MRI (Fig. 1D). Central 
scotoma of the visual field was found on the right eye. The 
patient was therefore diagnosed as the optic neuritis of the 
right eye. Intravenous steroid pulse therapy was started, 
with 1 g of methylprenisolone for 5 days.

After a week, the visual acuity of the right eye recovered 
to 20 / 200 and the dyschromatopsia began to improve. 
Optical coherence tomography showed decreased thick-
ness of the RNFL layer as well as RGC layer of the right 
eye (Fig. 1E, 1F). Visual field still showed incongruous pat-
tern of right hemianopsia, but the scotoma showed de-
crease compared with that of a week ago (Fig. 1G). High 
signal lesions found in the T2 flare MRI were unchanged 
of the size and intensity compared with that of a week ago 
(Fig. 1H).

After a month, the visual acuity of the right eye recov-
ered to 20 / 20, and the relative afferent pupillary defect 
was equivocal. RNFL thickness was not decreased any 
further, but the RGC layer thickness showed more loss 
(Fig. 1I, 1J). Results of the visual field test as well as color 
vision tests were recovered to normal (Fig. 1K). High sig-
nal lesions of the T2 flare MRI decreased in size as well as 
in signal intensities (Fig. 1L).

The authors reported a rare case of Hashimoto’s enceph-
alopathy accompanying optic neuritis. Previous reported 
common causes of optic neuritis were neuromyelitis optica 
spectrum disorders, multiple sclerosis, acute disseminated 
encephalomyelitis, systemic lupus erythematosus, and in-
fectious diseases. There have been no prior cases of optic 
neuritis associated with Hashimoto’s encephalopathy. Pre-
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viously known symptoms of Hashimoto’s encephalitis in-
clude seizures, myoclonus, hallicunations and stroke-like 
episodes [4]. However, there have bene no other reports of 
such patients complaining of decreased visual functions. 
This report emphasizes that although the disease itself may 
be rare, Hashimoto’s encephalopathy may be associated 
with optic neuritis. Therefore, when the patient with 
Hashimoto’s encephalopathy complains of visual loss, op-
tic neuritis should be considered in mind to avoid misdiag-
nosis.
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Fig. 1. A case of optic neuritis presenting in Hashimoto's encephalopathy. (A) Retinal ganglion cell layer thickness of the patient at ini-
tial presentation. (B) Summary of retinal nerve fiber layer thickness analysis of the patient at initial presentation. (C) Visual field of the 
patient at initial presentation. (D) T2 flare brain magnetic resonance imaging of the patient at initial presentation. (E) Retinal ganglion 
cell layer thickness of the patient after a week. (F) Summary of retinal nerve fiber layer thickness analysis of the patient after a week. (G) 
Visual field of the patient after a week. (H) T2 flare brain magnetic resonance imaging of the patient after a week. (I) Retinal ganglion 
cell layer thickness of the patient after a month. (J) Summary of retinal nerve fiber layer thickness analysis of the patient after a month. (K) 
Visual field of the patient after a month. (L) T2 flare brain magnetic resonance imaging of the patient after a month. Informed consent for 
publication of the clinical images was obtained from the patient. TS = temporal superior; NS = nasal superior; T = temporal; G = global; 
N = nasal; TI = temporal inferior; NI = nasal inferior. 
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