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Central retinal artery occlusion due to giant cell arteritis: A case report
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Abstract

Introduction: Reports of giant cell arteritis cases in Thailand remain limited, despite its clinical
significance.

Objective: To describe the symptoms, clinical manifestations, ophthalmologic assessments,
laboratory investigations, and histopathological characteristics of patient with Central retinal
artery occlusion due to giant cell arteritis

Case presentation: This case report presents an elderly Thai male patient who experienced
a sudden onset of bilateral vision loss accompanied by a persistent headache. Three weeks
later, the patient developed progressively worsening headache, generalized fatigue, and jaw
claudication for three days before seeking medical attention. A comprehensive clinical evaluation
was performed, including visual acuity assessment and detailed fundoscopic examination.
Laboratory investigations revealed significantly elevated erythrocyte sedimentation rate (ESR)
and C-reactive protein (CRP) levels. A temporal artery biopsy was subsequently conducted
to confirm the diagnosis of giant cell arteritis (GCA). GCA is a systemic inflammatory disease
affecting medium- to large-sized arteries, which can result in severe and irreversible vision loss.
It is considered an ophthalmologic emergency that requires prompt recognition and urgent
management. Early diagnosis and immediate initiation of corticosteroid therapy are critical in
preventing permanent visual impairment and other complications.

Conclusion: The effective management of GCA necessitates a multidisciplinary approach,

particularly involving collaboration between ophthalmologists and other medical specialists.
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Introduction

Giant Cell Arteritis (GCA) is a systemic
inflammatory condition affecting medium
to large arteries. The exact etiology of this
disease remains unclear; however, it is more
commonly observed in the elderly population.
Ocular manifestations may include visual
impairment resulting from arteritic anterior
ischemic optic neuropathy (AAION) or central
retinal artery occlusion (CRAO). Additionally,
patients may present with severe headaches
localized to one or both temporal regions,
pain along the temporal artery, fever, fatigue,
and jaw claudication, particularly during
mastication, often accompanied by generalized
myalgia'. Research indicates that GCA is the
most common cause of vasculitis in adults
and constitutes a significant ophthalmologic
emergency due to its potential to cause
irreversible vision loss’. In Thailand, reports of
GCA cases are notably scarce’scalp abscess,
prolonged transient monocular visual loss
(TMVL. In contrast, a study conducted in
the Japanese population aged over 50 years
estimated a prevalence of 1.7 cases per
100,000 individuals®. Furthermore, visual loss
attributed to CRAO has been reported in
approximately 5% of affected patients”.

Case presentation
A TT7-year-old male with a medical

history of bilateral carotid artery stenosis,

vascular dementia, Parkinson’s disease,
hypothyroidism, chronic kidney disease,
dyslipidemia, hypertension, and chronic
obstructive pulmonary disease presented
with a sudden onset of bilateral visual loss
and headache persisting for three weeks. The
patient reported a progressive headache,
generalized malaise, and jaw claudication for
three days. The headache was localized to
the left temporal region and was occasionally
accompanied by ocular pain in the left eye.
There was no associated fever, dizziness,
nausea, or vomiting.

On examination, vital signs were within
normal limits. Visual acuity assessment
revealed hand motion (HM) in the right eye
and light perception (LP) in the left eye. The
margin reflex distance 1 was +5 mm bilaterally.

Slit-lamp biomicroscopy and intraocular
pressure measurements were within normal
limits, except for the presence of a relative
afferent pupillary defect in the left eye.
Fundoscopic examination demonstrated
bilateral optic disc pallor, left eye more than
richt eye, severe arteriolar attenuation, and
diffuse retinal whitening. A cherry-red spot at
the macula was also observed (Fig. 1). Ocular
motility was full in all directions in both
eyes. Neurological examination findings were
unremarkable. The macular optical coherence
tomography (OCT) revealed thickening of the

inner retinal layer in both eyes (Fig. 2).
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(A) (B)

Figure 1 Fundus photo demonstrating bilateral optic disc pallor, left eye more than right eye,
severe arteriolar attenuation, and diffuse retinal whitening in the right (A) and left (B)

eyes.

(A)

(B)

Figure 2 Optical coherence tomography of the macula demonstrating thickening of the inner

retinal layer in the right (A) and left (B) eyes.

Admission laboratory values included was 50.7 mg/dL. Complete blood count (CBC)
an erythrocyte sedimentation rate (ESR) was 81 demonstrated mild anemia, a white cell count

mm/h, a C-reactive protein concentration (CRP)  was 8,860/L, platelet count was 216,000 cell/
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mm”’. Serum electrolytes were within normal
limits. The patient subsequently underwent
a temporal artery biopsy in the operating room.
Histopathological examination of the temporal
artery revealed transmural inflammation
characterized by an infiltration of lymphocytes,
macrophages, and occasional multinucleated
giant cells. Disruption of the internal elastic
membrane was evident, as demonstrated by
elastin staining, findings consistent with GCA.

The patient was diagnosed with bilateral
arteritic CRAO. He was initially treated with
high-dose intravenous methylprednisolone
(1 ¢ per day for three days), followed by
oral prednisone at a dosage of 50 mg per
day. The oral corticosteroid was gradually
tapered based on clinical symptoms, ESR,
and CRP levels. While the patient’s headache,
generalized malaise and jaw claudication
showed significant improvement, there was no
recovery in visual function. Two weeks after
treatment initiation, his visual acuity remained
at HM in the right eye and LP in the left eye.

We performed this research with
approval from Burapha University Institutional
Review Board (IRB HS019/2568).

Discussion

CRAO is generally classified into four
categories based on etiology: (1) non-arteritic
permanent, (2) arteritic, (3) non-arteritic with
cilioretinal artery sparing, and (4) non-arteritic
transient. Arteritic CRAO accounts for only
4.5% of CRAO cases; however, despite its

lower prevalence, it has the worst visual

prognosis compared to other subtypes5”. The
most common underlying cause of arteritic
CRAO is GCA, which leads to stenosis and
occlusion of medium to large arteries. CRAO
associated with GCA is often attributed to an
ischemic process initiated by granulomatous
inflammation, leading to thrombotic occlusion
of the posterior ciliary arteries (PCAs). The
PCAs supply the choroid, optic nerve head,
and cilioretinal artery. Additionally, the central
retinal artery and PCAs may share a common
trunk, which can further contribute to the
pathophysiology of the disease.

In our patient, the clinical manifestations
of bilateral CRAO due to GCA in Thai patients
were similar to those previously described,
characterized by an age of over 60 years
and a rapid onset of severe visual loss.
However, the most common cause of visual
loss in GCA is AAION. This case exhibited
a significantly elevated ESR, with most patients
demonstrating high CRP levels. Additionally,
systemic symptoms, including headache,
generalized malaise, and jaw claudication,
were present in our patient.

Suspicion of GCA-related vascular
compromise should arise when individuals
over the age of 50 present with CRAO. In such
cases, fluorescein fundus angiography should
be performed to evaluate for PCAs occlusion,
as its presence is highly suggestive of GCA-
related CRAO™. However, due to the patient’s
poor systemic condition, this examination
was not performed in this case. The gold

standard diagnostic test for GCA is a temporal
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artery biopsy, with an estimated sensitivity of
approximately 77%". Ideally, temporal artery
biopsy should be performed before initiating
glucocorticoid therapy. However, given the
urgency of preventing permanent visual
loss, GCA is considered an ophthalmologic
emergency requiring immediate treatment.
As a result, temporal artery biopsy may be
conducted after the initiation of glucocorticoid
therapy, but it should be performed within two
weeks of starting treatment"".

The American College of Rheumatology
has established five diagnostic criteria for GCA,
which are widely recognized by rheumatologists
as the gold standard for diagnosis. These
criteria include: (1) age >50 years at onset,
(2) new-onset localized headache, (3) tenderness
of the temporal artery or a reduced temporal
artery pulse, (4) ESR of 250 mm/h (Westergren
method), and (5) a positive temporal artery
biopsy confirming GCA. If a patient meets
three or more of these criteria, referral to

a rheumatologist should be considered”.

Conclusion

Our case highlights bilateral CRAO
associated with GCA in a Thai patient. These
findings indicate that in elderly patients
presenting with CRAO, a comprehensive
evaluation for potential GCA is warranted. This
assessment should include a detailed history
focusing on systemic symptoms, fluorescein
fundus angiography, and relevant laboratory
investigations such as CBC, ESR, and CRP. given

the urgency of preventing permanent visual

loss, GCA is considered an ophthalmologic
emergency requiring immediate treatment.
The definitive diagnostic modality remains
temporal artery biopsy, as a positive result
substantiates the clinical suspicion and
facilitates the initiation of the necessary

aggressive corticosteroid therapy.
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