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ABSTRACT

Amaurosis fugax is a temporary condition characterized by transient visual loss which lasts several
minutes or hours. This symptom can precede central retinal artery occlusion, which can cause
permanent visual loss and bear several morbidity and mortality risks. We are reporting a manifestation
of a 59-year-old female with an unknown history related to risk factors who developed a vision loss
without pain in her right eye after experiencing similar symptoms for a short time. We describe the
clinical features and other findings related to the diagnosis and discuss the further risk and
management. Medical history, physical examination, and optical coherence tomography diagnosed
acute central retinal artery occlusion. This includes a history of painless monocular vision loss, macular
cherry-red spots, and papilledema. The diagnosis was confirmed by optical coherence tomography
showing hyper reflectivity in the inner retinal layer, retinal edema, and hyper reflectivity in the outer
retinal layer. Blood test including complete blood check, erythrocyte sedimentation rate (ESR), C
reactive protein (CRP), lipid profile, and inflammatory markers are in normal limit. The patient was
then administered to further secondary vascular occlusion prevention, including a blood test, and
referred to the neurology department for further examination. Early diagnosis and prompt treatment
are necessary for this occlusive disease. A comprehensive examination to mitigate secondary vascular
occlusion is needed to prevent morbidity and mortality.
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INTRODUCTION caused by thromboembolism or

Amaurosis fugax (AF) results from
occlusion or stenosis of eye vascularization.
This symptom may last minutes or hours.?
Amaurosis fugax can extend into Central
retinal artery occlusion (CRAO), a more
serious vascular condition. CRAO is a rare
retinal vascular disease estimated to be 1 in
100.000 people.? Von graves first described
this disease in 1859 occurred in endocarditis
patients.> Since then, Endocarditis has
become the first known risk factor of CRAO.
As time passes, other risk factors, including
diabetes, heart disease, smoking,
hypertension, dyslipidemia, and drug abuse,
become known to be related to CRAO. 14

AF is a consequence of internal carotid
artery occlusion. This symptom is usually

hypoperfusion.! Amaurosis Fugax were seen
in 8,5% of all CRAO Patient.® Amaurosis
Fugax occurs mostly in a patient over 50 years
old, especially if there are vascular risk
factors. 2-3% of amaurosis fugax patients
bear a risk of hemispheric stroke.! CRAO is
also associated with myocardial infarction
and mortality.’

We describe a patient's case who had
an experience of amaurosis fugax before later
developing to CRAO with monocular vision
loss.

CASE PRESENTATION

This patient was a female of minahasa
ethnicity, age 59. The patient came with a
chief complaint of sudden right eye vision loss
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seven days ago. The patient didn't feel any
pain due to this vision loss. This symptom
came suddenly in the morning while the
patient woke up. The patient had this
symptom for the first time about one month
ago, but the Symptoms were resolved
suddenly in a few minutes. The patient
thought that this second occurrence was the
same as the initial. After four days without
recovery, she went to the hospital for help. No
recent medication or procedure was taken.
The patient doesn't have any history of
hypertension, valvular disease,
hypercoagulability, hyperlipidemia, migraine,
non-stroke cerebrovascular disease, diabetes,
septicemia, systemic vasculitides, smoking,
Transient ischemic attack, endarterectomy
procedure, valvular disease, valvular septal
procedure, heart, and arteriosclerotic disease.

Figure 1. Right eye fundus examination with pale
retina and cherry red spot appearance

Physical examination found blood
pressure of 125/80 mmHg, with an 88 bpm
heart rate. Ocular pressure 11 and 12 in the
right and left eyes consecutively. On
ophthalmology examination, light perception
in the right eye and 20/20 in the left eye were
the best-corrected visual acuities. Right eye
examination showed normal fundus with a
relative afferent pupillary defect. Fundus
examination of the right eye revealed a pale
retina. Pale occurred in all fields, including
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the macula, with peripheral retinal pigment
epithelium hyperpigmentation. This

appearance made a representation of a Cherry
red spot. The examination also revealed loss
of physiological foveal reflex and arterial
narrowing. The optic disc was swelling.
(Figures 1 & 2) A routine fundus exam of the
left eye revealed nothing unusual.

Figure 2. Left Eye fundus examination is
unremarkable.

BT Ty

Figure 3. retinal edema was visible on Optical
Coherence Tomography examination, and
hyperreflectivity of the inner retina with
hyporeflectivity of the outer retina layer.

Optical coherence tomography (OCT)
depicted retinal edema, hyperreflectivity of
the inner and hyporeflectivity of the outer
retina layer. (Figure 3) Blood test including
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complete blood check, ESR, CRP, lipid
profile, and inflammatory markers within
normal limit. The patient was then diagnosed
with acute CRAO. The patient was sent to the
Neurology department for additional testing
and a stroke risk evaluation.

DISCUSSION

AF is experienced as a sudden,
temporary, partial, or total vision loss. This
symptom lasts a few seconds to several
minutes. This symptom should be put into
special attention to the medical history. The
anamnesis also must uncover the presence of
potential risk factors, including circulatory,
ocular, and neurologic etiology. The
frequency of the Amaurosis fugax determines
the most possible cause. Hypoperfusion
related to artery stenosis is more likely to be
the cause of persistent temporary vision loss
than thromboembolism. The increasing
frequency of visual loss is typically caused by
cerebral infarction.® This patient had this
symptom for the second time in one month, so
the probable etiology might be hypoperfusion
or embolism. The patient is a 59-year-old
female. AF in this age is mostly caused by
Ischemic etiology. This patient's monocular
vision loss is also highly related to the
occlusive condition.® Patient doesn't have any
history of hypertension, valvular disease,
hypercoagulability, hyperlipidemia, migraine,
non-stroke cerebrovascular disease, diabetes,
septicemia, systemic vasculitis, smoking,
Transient ischemic attack, endarterectomy
procedure, valvular disease, valvular septal
procedure, heart, and arteriosclerotic disease.
Age over 50-year-old is a contributing risk
factor in developing AF.}

According to anamnesis assessment, the
most likely etiology of this patient's AF is
embolism/ischemic. Although not in this
patient, some patients, especially with branch
artery occlusion with emboli, can be observed
thru indirect ophthalmoscopy. Small, yellow,
and refractile plaque known as Hollenhorst
plagues formed from cholesterol emboli, a
white, non-scintillating plaque at the proximal
retinal vasculature from calcific emboli and
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pale bodies known as fibrinoplatelet can be
observed in intraretinal vascular.®

AF in this patient has been extended to
CRAO. About 12% of CRAO has a preceding
symptom of AF. ® CRAO is an ocular disease
that raises the possibility of permanent vision
loss. Mono ocular vision loss with ocular
findings in this patient confirm the diagnosis.
Fundus examination revealed a Pale retina
with a Cherry red spot appearance which is
visible in 90% of all patients with CRAO.X
optical coherence tomography examination
represents retinal edema, hyperreflectivity of
the inner layer of retina with hyporeflectivity
of the outer side of retina. These findings
depicted an acute stage where macular
thickness increased in the acute stage and
became reduced after three months of onset.!
This is caused by inflammation in the acute
state followed by atrophy in the chronic
stage.’?> OCT can be a useful non-invasive
diagnostic tool to determine whether CRAO
is in an acute or late stage.®

The mechanical approach known in
CRAO management is ocular massage. This
effort basically attempts to dislodge emboli as
the cause of CRAO. Nevertheless, this
therapy possesses no therapeutical effect to
CRAO as well as any popular therapy such as
hyperbaric oxygen, global compression,
intravenous acetazolamide, anterior chamber
paracentesis, sublingual isosorbide dinitrate,
systemic pentoxifylline, or inhalation of
carbogen. The administration of intravenous
tPA gains its popularity recently. However,
this therapy also doesn't significantly change
vision in acute CRAO below 24-hour onset.
However, this therapy improves more than
three lines within 6 hours of onset* 1
European Assessment Group for Lysis in the
Eye (EAGLE) supports this statement with a
multicentre prospective randomized
controlled trial. EAGLE found no significant
difference between tPa administration and the
standard therapy group. Nevertheless, adverse
events such as vascular injury, increased
stroke risk, longer procedural time, and the
fibrinolysis group also had a higher need for a
neurointerventionist. compared to the
standard therapy.!* *° considering all of this
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evidence, none of this therapy has been done
to this patient.

The mainstay of therapy for this patient
IS secondary vascular occlusion prevention.
Further occlusion can raise the risk of more
devastating organ destruction, including
cerebral ischemia, which can lead to stroke
and myocardial infarction.* Patients with
CRAO need prompt neurologic examination
and preventive medicine to prevent mortality.
1 There is an elevated risk of Stroke after
CRAO. 25,3% of CRAO patients develop
stroke in 1 year. ' ¥ Dyslipidaemia,
hypercoagulability state, and other risk factors
need to be investigated. Blood tests and
vascular review should be done to prevent
fellow eye occlusive disease or systemic
iIschaemic events.

CONCLUSION

Amaurosis fugax is an important
clinical finding of any patient. A systematic
approach helps to pinpoint the diagnosis. The
evaluation needs to consider Circular, ocular,
and neurologic causes of AF. CRAO as an
ocular emergency has been considered analog
to cerebral stroke and can follow the
occurrence of AF. Findings of CRAO
increase the risk of brain and cardiovascular
disease. Interdisciplinary approaches must be
made to mitigate the risk of further medical
comorbidities or mortality risk. The first-line
target of CRAO management is vascular
reperfusion. This effort requires fast and
appropriate action. The next step in CRAO
management is to prevent secondary vascular
occlusion. This can be done thru a
comprehensive risk factors assessment. This
can be done with interprofessional
collaboration.
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