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Abstract 

Papillae edema is not a disease by itself, but it is a finding which can be seen with various diseases. Ocular, orbital, intracranial and systemic diseases
can cause papillae edema. For this reason, a good differential diagnosis should be determined and the treatment should be applied accordingly. A Vogt
Koyanagi Harada patient was presented to emphasize the awareness of eye diseases with neurological findings.
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Introduction

Optic disc edema is defined as ophthalmologic swelling
of the optic nerve [1,2]. For differential diagnosis of optic disc
edema, the age of the patient, the presence of systemic disease,
the onset of complaints, the unilateral or bilateral occurrence of
optic disc edema, decreasing of visual acuity is very important. A
multidisciplinary approach is required for the patients who have a
papillae edema because there can be ocular, orbital, intrcranial and
systemic reasons.


Case Presentation
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Figure 1:     Pre-treatment: Right Eye OCT.







A 60-year-old male patient was admitted to the emergency room
with complaints of headache and blurred vision in both eyes for 3
days. The visual acuity at the arrival of the patient is bilaterally 0.1
(Snellen equivalent). Anterior segment examination; natural on the
right eye, posterior synechia on the left eye at 7 o'clock. Intraocular
pressure (IOP) was bilaterally 16 mmHg. Bilateral optic disc edema
was observed on fundus examination. The patient was admitted to
the neurology clinic with a preliminary diagnosis of pseudotumor
cerebri, and advanced examination purpose. Neurological imaging
methods, multiple lumbar punctures and visual fields tests were
completed in the clinic of neurology and neurological pathology
which could explain the picture was not detected. The patient
was re-consulted to the ophthalmology clinic for interpreting the
patient's visual field. Bilateral 'clover leaf' finding was observed in
the visual field test of the patient, and the patient's eye examination
was repeated, which was not compatible with neurological
diagnosis. The bilateral visual acuity of the patient was fingercounting
from 2 meters. Anterior segment examination; natural on
the right eye, posterior synechia at 7 o'clock on the left eye. IOP
bilaterally was 14 mmHg. Bilateral optic disc edema and numerous
serous detachments in the posterior pole and peripheral retina
were observed. Bilateral diffuse choroidal thickening and serious
detachments were seen in optic coherent tomography (OCT). VogtKoyanagi-Harada
(VKH) syndrome was considered. Systemic steroid
therapy (pulse 1 gram/day methylprednisolone) was initiated
and after three days the patient's visual acuity was increased to
bilaterally 0.5, anterior segment examination; natural on the right,
natural on the left except posterior synechia at 7 o'clock. Bilateral
optic disc edema persisted on fundus examination, but serous
detachments's regression was seen and treatment was continued
with reducing systemic steroid (intravenous 250 milligram (mg) 
methylprednisolone). After three days, the patient's visual acuity
was bilaterally 0.7. The anterior segment findings were the same,
while bilateral optic disc edema persisted at the fundus, serous
detachments were further reduced. The patient was discharged
with oral systemic steroid (64 mg oral methylprednisolone). The
patient was directed to our uvea department for follow-up (Figures 1
-Figure 4.)
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Figure 2:    Pre-treatment: Left Eye OCT.
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Figure 3:  Three days after treatment: Right Eye OCT
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Figure 4:  Three days after treatment: Left Eye OCT.





Discussion

Vogt-Koyanagi-Harada syndrome is a rare, inflammatory
disease with manifestations affecting the ocular, central nervous,
auditory-vestibular systems. It affects pigmented individuals
between 20-50 years old [3,4]. Vogt-Koyanagi-Harada (VKH)
syndrome affects various organs which containing melanocytes
[5]. VKH syndrome is accompanied by cutaneous, neurological
and auditory abnormalities in addition to bilateral uveitis. Various
neurological signs such as headache, dizziness, tinnitus, optic
neuritis, hemiparesia, ataxia are usually resolved with minimal
sequelae. Dermatological findings include alopecia, poliozis, vitiligo
appear several years after the beginning of the disease [6].




In our case, clinical manifestations have been presented with
headache and blurred vision complaints. For this reason, VKH
syndrome should be considered in the differential diagnosis
of pseudotumor cerebri which can be seen with headache and
papillary stasis. A detailed examination of patients with neurological
complaints (especially similar neurological signs of VKH), in the
presence of unexplained pathologies, is great importance in the
diagnostic and prognostic sense. As a result, the diagnosis of VKH
syndrome in these cases can be determined lately. The fact that
progressive visual findings respond well to steroid treatment
indicates the importance of early treatment.
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