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Balint syndrome caused by bilateral parietal-occipital lobe watershed infarction
after plasma exchange therapy for Fisher syndrome : a case study

Tomoyuki NAGATA™ * and Yoriaki YAMASHITA™

*Department of Neurology, Matsuyama Red Cross Hospital

“*Department of Neurology, Japanese Red Cross Yamaguchi Hospital

The patient was a 6l-year-old right-handed Japanese woman without obesity, diabetes,
hypertension, dyslipidemia and smoking history. Two weeks after infection in the upper airway,
she developed paralysis of the extraocular muscle, disappearance of deep tendon reflex, and trunk
ataxia. She was diagnosed with typical Fisher syndrome and treated with plasma exchange and
steroids. The anti-GQlb antibody titer was elevated 400-fold. Immediately after plasma
exchange, the patient’s eyesight suddenly decreased. In general medical examination, she was
normal. Excluding visual symptoms and signs, she exhibited normal consciousness and mental
function without aphasia, alexia, and agraphia. She had normal motor and sensory system. Her
visual acuity and the eye ground were also normal. Although she could recognize one object in
the central visual field, she had difficulty in simultaneously recognizing two objects. Because
disorders of visual attention, psychic paralysis of gaze, and optic ataxia were observed, Balint
syndrome was diagnosed. There was no abnormality in the blood analysis, general blood
chemistry, serology, bleeding / coagulation  system, Holter = monitoring, and  transthoracic
echocardiography. Brain computed tomography and magnetic resonance imaging showed
bilateral parietal-occipital lobe watershed infarction. 99mTc-ethyl cysteinate dimer brain single
photon emission computed tomography also showed decreased blood flow at the same site.
Digital subtraction angiography of the brain showed no obvious stenosis and obstruction in
cerebral and cervical vessels. Based on these neurological symptoms and signs and image
findings, Balint syndrome was diagnosed. Although Fisher syndrome had healed completely, the
visual disorder was not alleviated. There was no report of cerebral infarction immediately after
plasma exchange therapy. In this case, there was no bleeding/coagulation system and
cerebrovascular abnormalities and embolic source of stroke. Cerebral watershed infarction
occurred immediately after plasma exchange. Therefore, we speculated that systemic

hypotension caused by plasma exchange led to cerebral watershed infarction.
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