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Introduction
Branch retinal artery occlusion (BRAO) typically presents 
with sudden sectoral visual field loss. The most common 
cause is an embolism from the carotid artery. However, pos-
sible underlying systemic etiological factors should be con-
sidered in recurrent cases. The visual prognosis for a BRAO 
is variable, but relatively good (1-3). This report describes 
the case of a patient with no systemic disease but who pre-
sented with an inferior BRAO and had a history of a superior 
BRAO in the same eye.

Case Report
A 59-year-old man without any known systemic findings pre-
sented with the complaint of acute vision loss in his left eye 
ongoing for 1 week. He also described an inferior visual field 
defect in the same eye present for 2 years. His corrected 
visual acuity at presentation was 20/25 in the right eye and 

counting fingers in the left eye. The anterior segment find-
ings and intraocular pressure were normal. Examination 
of the posterior segment revealed retinal whitening in the 
distribution of the inferior branch retinal artery in the left 
eye. (Fig. 1) Optical coherence tomography (OCT) revealed 
a thickened and hyperreflective inner retina corresponding 
to the whitened inferior retina. A vertical OCT scan indi-
cated that the upper retina was atrophic (Fig. 2). Fluorescein 
angiography revealed delayed filling in the inferotemporal 
distribution as well as the superotemporal distribution (Fig. 
3). The diagnosis of sequential superior and inferior BRAO 
was made based on these findings. The patient was referred 
to the neurology, cardiology, hematology, and rheumatology 
clinics. Although no underlying factor was found, antiplatelet 
treatment was administered. Six months after the initial pre-
sentation, an OCT scan showed total atrophy of the retina 
similar to a central retinal artery occlusion (CRAO) (Fig. 4).

Branch retinal artery occlusion (BRAO) accounts for approximately 40% of retinal artery obstructive disease. The 
visual prognosis is relatively good, with the exception of recurrent BRAO. Recurrent BRAO may be idiopathic or associ-
ated with conditions such as systemic vasculitides, blood dyscrasias, floppy mitral valve syndrome, or Susac syndrome. 
This report describes a patient who presented with an inferior BRAO without any indication of systemic disease. There 
was a history of a superior BRAO in the same eye. Patients with a BRAO are at significant risk for future cardiovascular 
and cerebrovascular events and these patients should be referred to a neurologist and a cardiologist immediately after 
diagnosis.
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Conclusion

BRAO accounts for approximately 40% of retinal artery ob-
structive disease. BRAO presents with inner retinal whiten-
ing in the distribution of the obstructed vessel. It manifests 

as acute segmental visual loss secondary to retinal ischemia. 

However, the visual prognosis is relatively good, and in most 

cases visual acuity is 20/40 or better (1-3).

CRAO and BRAO are most often embolic. The emboli 

Figure 1. Fundus photography of the left eye showing retinal whitening in the inferior branch retinal 
artery distribution.

Figure 2. Optical coherence tomography showing a thickened and hyperreflective inner retina cor-
responding to the whitened inferior retina and an atrophic retina corresponding to the upper retina.
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most frequently arise from a carotid or cardiac source. How-
ever, the underlying cause cannot be found in a significant 
portion of patients (1, 4). It has recently been proposed to 
consider a combination of CRAO and BRAO as acute retinal 
arterial ischemia, which is a stroke equivalent and represents 
an ophthalmologic and medical emergency (5). According to 
stroke guidelines, the development of acute retinal arterial 
ischemia is associated with a higher risk of a subsequent isch-
emic event (myocardial infarction or cerebral infarction) and 
the highest risk of a subsequent cerebral infarction occurs 
within the first week following acute retinal arterial ischemia 
(6, 7). Consequently, patients with an acute CRAO or BRAO 
must be evaluated similarly to patients with acute cerebral 
ischemia.

Recurrent BRAO may be idiopathic or associated with 
systemic vasculitides, connective tissue disorders, blood 
dyscrasias, floppy mitral valve syndrome, or Susac syndrome 
(8-10). Susac syndrome is an autoimmune endotheliopathy 
associated with microvascular occlusions in the brain, retina, 
and inner ear. The classic clinical triad of BRAO, encepha-
lopathy, and hearing loss is present in only 13% of patients 
on initial presentation, though 85% of patients will develop 
the complete triad during the course of their disease. Since 
the characteristic signs often do not occur simultaneously or 
may be too subtle for the patient to notice, the diagnosis of 
Susac syndrome is often difficult. Magnetic resonance imag-
ing (MRI) lesions in the gray and white matter are helpful in 
the diagnosis. Spoke-like lesions of the corpus callosum are 

Figure 3. Fluorescein angiography showing delayed filling in the inferotemporal distribution and the 
superotemporal distribution.

Figure 4. Optical coherence tomography scan at 6 months illustrating total atrophy of the retina 
similar to a central retinal artery occlusion.
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the classic MRI finding. Retinal arteriolar wall hyperfluores-
cence observed on fluorescein angiography and inner retinal 
atrophy on OCT are also helpful in the diagnosis. In addition, 
an audiological examination may show low-frequency hear-
ing loss, vertigo, or tinnitus (10, 11).

In the present case, sequential occlusion of the superior 
and inferior artery in the same eye led to severe vision loss 
as a result of total atrophy of the inner retina.  Although 
our patient had no known systemic disease, the underlying 
systemic factors should be investigated in sequential or re-
current BRAO cases. In addition, it should be kept in mind 
that patients with a BRAO are at significant risk for future 
cardiovascular and cerebrovascular events and these patients 
should be referred to a neurologist and a cardiologist imme-
diately after diagnosis.
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