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Miller Fisher syndrome is a rare, acquired nerve disorder which 
is a subtype of Guillain-Barré syndrome1. It is characterized by 
weakness of eye muscles (ophthalmoplegia), loss of deep tendon 
reflexes (areflexia) and lack of muscle coordination (ataxia)1,2. 
This presentation may be preceded by a viral infection similar 
to Guillain-Barré syndrome3. Other symptoms may include 
extremity muscle weakness and respiratory failure4. The cause 
is unknown; however, it is an autoimmune disease in which 
some autoantibodies attack the nerves. In most cases of MFS 
anti-GQ1b antibody is identified5. Immunotherapy (plasma 
exchange or immunoglobulin IVIG) are the main therapy for 
this disorder. Few cases are reported using repeated cycles of 
IVIG in refractory cases. 

The aim of this report is to present a rare case of MFS which 
has been improved after the third cycle of IVIG.   

THE CASE

A thirty-five-year-old Saudi male who is not known to have 
any medical illness presented with inability to move both eyes 
in any direction. The patient reported a mild upper respiratory 
tract infection 7 days before these symptoms. 
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Miller Fisher syndrome (MFS) is a rare, acquired nerve disorder which is a subtype of Guillain-
Barré syndrome. 

A thirty-five-year-old male presented with an inability to move both eyes in any direction and 
history of mild upper respiratory tract infection 7 days before presentation. On examination, vital 
signs were within the normal range. There was bilateral Intra Nuclear Ophthalmoplegia (INO) 
which progressed to complete ophthalmoplegia with fixed dilated pupils and facial nerve diplegia 
associated with normal motor strength and reflexes in all extremities. Radiological and laboratory 
assessments were normal except the patient tested positive for anti-GQ1b antibodies, 481% ration 
which indicates MFS. The patient was given three cycles of intravenous immunoglobulin for five 
days, after which, he improved and was discharged from the hospital. 
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On physical examination, vital signs were within normal 
with no signs of distress. He was fully alert and oriented with 
comprehensive fluent speech. 

No visual field or acuity defects. Both pupils were equally and 
slowly reactive to the light with preserved near light reflex. The 
initial extraocular motility exam revealed right-side one and a 
half syndrome. No changes in sensory modalities and motor 
exam showed normal strength and reflexes in all extremities. 
Coordination and gait examination was normal.
 
Ophthalmology evaluation revealed no visual or retinal 
changes. Within a few days, the patient deteriorated; his 
symptoms worsened and had complete ophthalmoplegia and 
dilated fixed pupils in both eyes with no response to pupillary 
light reflex, bilateral facial drop, mild dysphagia and voice 
changes.  

Laboratory investigation revealed normal complete blood 
count, metabolic panel, thyroid-stimulating hormone, and 
erythrocyte sedimentation rate was 70 mm/hour. The serum 
anti-cholinesterase antibody test results were negative. All 
other inflammatory markers and laboratory results were 
unremarkable. 


