CASE REPORT

Acute visual field defect depending on occipital infarction in a

patient with ulcerative colitis

Ulseratif kolitli hastada oksipital infarkta bagh akut gérme alani defekti
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Ulcerative colitis is an inflammatory bowel disease of unknown etiology
characterized by chronic, diffuse mucosal inflammation of the large
bowel. Thromboembolic complications can be seen in patients with
ulcerative colitis. We presented here a newly diagnosed case of ulcer-
ative colitis that was admitted with acute visual loss due to occipital
infarction. Antiplatelet and mesalazine therapy was admitted. After
treatment the complaint of visual field problem and mean deviation
of visual field test was reduced. In conclusion, the acute visual field
defect depending on occipital infarction is a very rare complication of
inflammatory bowel disease.
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INTRODUCTION

Ulcerative colitis (UC) is an inflammatory bowel disease of
unknown etiology characterized by chronic, diffuse mu-
cosal inflammation of the large bowel (1). Extraintestinal
manifestations and thromboembolic complications are
seen more than one-third of patients with inflammatory
bowel disease (IBD) (2). While the incidence of venous
thromboembolic events such as deep venous thrombosis,
pulmonary embolism and sinus venous thrombosis are
estimated to be 0.26% per year in inflammatory bovel
disease (IBD), arterial thromboembolism (TE) is seen less
frequently (3). Most common arterial tromboembolic
complications are ischemic heart disease, stroke, pe-
ripheral artery disease and mesenteric ischemia (4). We
presented here a newly diagnosed case of UC that was
admitted with acute visual loss due to occipital infarction.

CASE REPORT

A 32 year-old male patient was admitted with massive
bloody diarrhea and abdominal cramps for ten days.
There was no remarkable findings in physical examina-
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Ulseratif kolit etyolojisi bilinmeyen, kolonun kronik ve diffiiz mukozal
inflamasyonuyla karakterize inflamatuvar barsak hastaligidir. Trombo-
embolik komplikasyonlar Ulseratif kolit hastalarinda gdrtdilebilir. Biz bu-
rada oksipital infarkta bagh akut gérme kaybi sikayetiyle basvuran, yeni
tani konulmus dilseratif kolit hastasini sunuyoruz. Hastaya antiplatelet
ve mesalazin tedavisi baslandi. Tedavi sonrasi gérme kaybi sikayetleri ve
gorme alani testindeki ortalama sapma azaldi. Sonug olarak, oksipital
infarkta bagl akut gérme kaybi, inflamatuvar barsak hastaliklarinda cok
nadir gérdilen bir komplikasyondur.

Anahtar kelimeler: Ulseratif kolit, tromboembolik komplikasyonlar,
gdérme alani defekti

tion. Laboratory results were normal except iron deficien-
cy anemia (hemoglobin: 11.7 mg/dl), increased platelets
levels (520.000 ml/mm?3) and elevated sedimentation
(47 mm/h). Based on colonoscopic and histopathologic
findings, he was diagnosed as having severe ulcerative
pancolitis and meselazine (4000 mg per day) therapy
was started. Five days after initiation of mesalazine treat-
ment, although bloody diarrhea was decreased, the pa-
tient was suffering from acute visual field problem and
headache. Arterial blood pressure and neurologic exam-
ination was normal. The patient was referred to oph-
thalmologist and right homonymous superior temporal
guadrantanopia (mean deviation: -14.94 dB for left eye,
mean deviation:-9.85 dB for right eye) was detected on
visual field test (Figure 1). The infarction of left occipi-
tal area was found in cranial computarized tomography.
Popliteal vein doppler ultrasound and ecocardiography
were performed to exclude embolism and thrombus was
no revealed in both tests. In genetic analyses, he had no
factor V leiden and protrombin 20210G gene mutations.
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Antiplatelet therapy (300 mg per day) was started in ad-
dition to mesalazine. 2 months later in control examina-
tion, the complaint of visual field problem was reduced.
Also the mean deviation was reduced on visual field test
(-11.58 dB for left eye, -7.56 dB for right eye) (Figure
2). Additionally contrast enhaced magnetic resonance
showed chronic ischemic encephalomalacia in medial
side of the left occipital lobe.

DISCUSSION

Cerebral arterial infarction is less frequently seen in
course of IBD. Cerebral vascular events usually occur
during acute exacerbation of IBD. The cause of associ-
ation between acute cerebral arterial events and acute
exacerbation of IBD remains unclear, but the events such
as anemia, intravascular volume loss and increased levels
of platelets, fibrinogen and factor V could predispose to
hypercoagulability. Some of the patients with IBD may
have genetic mutations such as prothrombin 20210G
and factor V leiden, but Tériner et al reported no statis-
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tical difference between IBD patients and healthy group
in terms of these genetic mutations (5).

The latest American Stroke Association (ASA) and Euro-
pean Stroke Organisation (ESO) guidelines recommend-
ed that patients with cerebral arterial infarction should
be treated with Aspirin within the first 24 to 48 h after
stroke onset and for up to 9 months. IBD patients who
receive long term Aspirin therapy should be followed
closely for the exacerbation of IBD. The prognosis of IBD
patients with cerebral arterial thrombosis is worse than
IBD patients without cerebral arterial thrombosis (6,7).

In conclusion, the acute visual field defect depending
on occipital infarction is a very rare complication of IBD,
which is usually occurs during its acute phase, shortly af-
ter diagnosis. Antiplatelets therapy is recommended to
prevent and treatment of cerebral arterial infarctions in
IBD, but these patients should be carefully monitored for
relapse of IBD.
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Figure 1. Visual field test on diagnosis. Right homonymous superior temporal quadrantanopia (mean deviation: -14.94 dB for left eye, mean

deviation:-9.85 dB for right eye) was detected on visual field test.
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Acute visual field defect in ulcerative colitis

PUPIL DIRHETER: 4.6 MH
VISURL ACUITY:
Ris 0§ oc A

DATE: 06-20-2014
TIE: 108:27 AH
AGE: 32

Figure 2. Visual field test after treatment. Mean deviation was reduced on visual field test in control (-11.58 dB for left eye, -7.56 dB for right

eye).
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