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ABSTRACT

The aim of this work is the specify of rare neurological disorder, bilateral cortical blindness and Anton syndrome. It
is about loss of vision in the presence of intact anterior pathways and a form of visual anosognosia, with resulting pa-
tient denial of blindness. This is a case of 72-year old man with history of diabetes and hypertension. Diagnosis is
based on the exclusion of disease in the anterior visual tract by history and complete neuro-ophthalmological and ra-

diological evaluation.
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Introduction

Cortical blindness, a rare neurological disorder is
characterized by loss of vision caused by unilateral or bi-
lateral lesions and presence of intact anterior visual
pathways. The lesions are most often binocular with
preserved papillary light reflexes. They are results of an
insult in the occipital lobe cortex.

Anton syndrome, a form of anosognosia, is a rare
complication of cortical blindness, resulting from insult
to the visual association cortex. It result with denial of
blindness by patient who is clinically unable to see.
They may offer excuses for their symptoms (»there is not
enught light to see«), or they may endanger themselves
»proving« that their vision is intact. Their affect is often
described as inappropriate and they may confubulate
during visual examinations, although complete indiffer-
ence to the blindness. Without functioning visual associ-
ation centers, these patients become detached from the
concept of sight and are unable to acknowledge their
loss?.

Case

A 72-year-old man was admitted to our emergency
department. He was accompanied by relatives because
of »strange and confused behavior«. The patient was dis-
orientated in the space with weakness of the left arm
and leg. In his medical history there were diabetes and
hypertension, but did not reveal any visual problem
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prior to the accident. His initial physical examination
was unremarkable. In his neurological examination we
found lower position of the left mouth angle, and left
arm end leg slowly fell to the base, with left weakened
plantar response. There were not inequalities in myo-
static reflexes and muscular tonus. The patient was
mildly psychomotoricaly disturbed, conscious, alert and
oriented to persons, place and date but exhibited no dis-
tress regarding his loss of vision.

Ophthalmologic examination proved blindness, but
the patient denied his deficit. Eye movements in all di-
rections were normal, with normal pupil light reflex.
Fundoscopy and intraocular pressure were normal. Vi-
sual response to threat and optocinetic nystagmus could
not be elicited.

A cranial CT scan demonstrated normal anterior vi-
sual pathways but reveled bilateral occipital infarcts
(old) with small hemorrhagic conversions (new) (Figure 1).

Discussion

In etiology studies of cortical blindness case reports
have included description of associations with cerebral
venous thrombosis, pulmonary embolus, in pregnancy
(preeclampsia and eclampsia), and cerebral vascular
accidents®> . The common pathologic component is ishe-
mia of the occipital cortex, either as a result of local
event (hemorrhage and embolism), or more commonly
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Figure 1. Cranial CT scan reveled bilateral occipital infarcts (old) with small hemorrhagic conversions (new).

as a result of global process. Stiller at al* have postu-
lated that the occipital cortex is especially sensitive to
systemic hypoxia because of its relatively distal location
from the central cerebral vasculature.

Alternate etiologies include migraine headache, oc-
cipital trauma (head injury with subdural or epidural
hematoma®¥®), meningitis, carbon monoxide or other poi-
soning, and neoplasm’. Cortical blindness is sometimes
difficult to differentiate from hysterical blindness since
the pupils may still react to light. The diagnosis of corti-
cal blindness is based on the exclusion of disease in the
anterior visual tract by history and complete neuro-
ophthalmologic evaluation. Pupillary response to light
and corneal reflexes are intact because these functions
are independent of cortical integrity. Functions depend-
ent on the optic cortex, such as the blink response to
threat and opocinetic nystagmus, are absent!.

Computed tomography is useful in the exclusion of
hemorrhage or neoplastic process. Although not pato-
gnomonic, the presence of either low-attenuation areas
in the occipital lobes or cerebral edema lends support to
the diagnosis of cortical blindness'. Magnetic resonance
imaging is recommended by some authors®1? as the di-
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agnostic imaging technique of choice in this patients.
Benefit of magnetic resonance include superior detec-
tion of subtle vasogenic edema in the brain (characteris-
tic of vasoconstiction and ishemia) as well as detailed
evaluation of the venous sinuses and anterior visual
tracts.

Conclusion

In this case the occipital lobes were affected bilater-
ally due to cerebral vascular accidents, old and new
ones. A detailed history and physical, neurological and
ophthalmological examination should be performed in a
meticulous manner to avoid treatable intracranial pa-
thology'®. Computed tomography and magnetic reso-
nance are useful in detailed evaluation of brain damage
in cortical blindness.

The prognosis for patients with cortical blindness de-
pends on the cause, severity, duration, speed of initial
recovery, age, and medical history. In this case, expecta-
tion on poor visual prognosis considering his age, his-
tory of diabetes and hypertesion, unfortunately was cor-
rect.



D. Galetovi¢ et al.: Bilateral Cortical Blindness, Coll. Antropol. 29 (2005) Suppl. 1: 145-147

REFERENCES

1. ARGENTA, P. A., M. A. MORGAN, Obstet. Gynecol., 91 (1998)
810. — 2. CUNNINGHAM, P. G., C. O. FERNANDEZ, C. HERNANDEZ,
Am. J. Obstet. Gynecol., 172 (1995) 1291. — 3. LAU, S. P. C,, F. L.
CHAN, Y. L. YU, E. WOO, C. Y. HUANG, Br. Radiol., 60 (1987) 347. — 4.
STILLER, R. J., S. LEONE-TOMASCHOFF, J. CUTERI, L. BECK, Am.
J. Obstet. Gynecol., 162 (1990) 696. — 5. SOZA, M., P. TAGLE, T. KIRK-
HAM, J. COURT, Can. J. Neurol. Sci., 14 (1987) 153. — 6. PAPADAKIS,
N., Surg. Neurol., 2 (1974) 131.— 7. WERSLEGERS, W, P. P. DE DEYN,

D. Galetovié

J. SAERENS, P. MARIEN, B. APPE, B. A. PICKUT, Eur. Neurol., 31
(1991) 216. — 8. DUNCAN, R., D. HADLEY, I. BONE, E. M. SYMONDS,
B. S. WORTHIHGTON, P. C. RUBIN, J. Neurol. Neurosurg. Psychiatry,
52 (1989) 899. — 9. COUGHLIN, W. F., S. K. MCMURDO, T. REEVES,
J. Comput. Assist. Tomogr., 13 (1989) 572.— 10. HERZOG, T. J., O. H.
ANGEL, M. M. KARRAM, L. R. EVERTSON, Obstet. Gynecol., 76
(1990) 980. — 11. YILMAZAR, S., O. TASKAPILOGLU, K. AKSOY, Pe-
diatr. Neurosurg., 38 (2003) 156.

University Department of Ophthalmology, Eye Clinic, Clinical Hospital Split, Spinciceva 1, 21000 Split, Croatia

BILATERALNA KORTIKALNA SLJEPOCA - ANTON SINDROM: PRIKAZ SLUCAJA

SAZETAK

Cilj ovoga rada je prikaz rijetkog neuroloskog oboljenja, bilateralne kortikalne sljepoée i Anton sindroma. Radi se
o gubitku vida s prisutnim intaktnim prednjim vidnim putevima i formi vidne anosognozije koja rezultira negiranje
sljepoée od strane bolesnika. Ovo je prikaz sluc¢aja 72-godi$njeg muskarca s dijabetesom i hipertenzijom u anamnezi.
Dijagnoza se zasniva na eliminaciji oboljenja u prednjim vidnim putevima pomoéu anamneze i potpune neuro-oftal-

moloske 1 radioloske obrade.
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