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Abstract
Introduction Miller Fisher syndrome (MFS) is a nervous disease, immune correlation of Guillain Barre
syndrome (GBS).The typical clinical manifestations of MFS are extraocular muscle paralysis, ataxia,
tendon re�ex loss or disappearance. This report describes a case of MFS with paralytic ileus as the �rst
symptom.

Case presentation A 48-year-old woman presenting with abdominal pain and distention was diagnosed
with paralytic ileus. There was no signi�cant improvement in symptoms after symptomatic treatment.
After that, the patient developed visual rotation, with limited binocular abduction and adduction, and
ataxia. Anti-ganglioside testing revealed positive anti-GQ1b antibodies. The patient was diagnosed as
Miller Fisher syndrome. And recovered after symptomatic treatment.

Conclusion In case of inconsistency between imaging examination and clinical symptoms,
neuroelectrophysiology and cerebrospinal �uid puncture should be performed in time, and strive for
timely detection and treatment.

Introduction
Miller Fisher syndrome (MFS), regarded by many scholars as a variant of Guillain Barre syndrome (GBS)
[1–2], accounts for about 5%-10% of GBS[3]. The typical clinical manifestations of MFS are extraocular
muscle paralysis, ataxia, tendon re�ex loss or disappearance. Other cases with dysphagia, photophobia,
taste loss[4], limb numbness, facial paralysis[5] as initial cases were also reported. At present, intestinal
obstruction is rarely as initial case reported.

Case Presentation
A 48-year-old female was admitted to hospital with abdominal pain and abdominal distension,
accompanied by cessation of exhaust and defecation for 2 weeks. At the time of admission, the patient
had abdominal pain and distension with cessation of exhaust and defecation, fatigue, cough and
expectoration, no nausea and vomiting, no dizziness and headache, and no blurred vision.

She had self-administered oral Chinese patent medicine for a cold within a week prior to her admission to
the hospital. The patient has no history of chronic diseases such as hypertension or diabetes. She also
had no history of fever or speci�c infections in the month before the disease and no family history of
genetic predisposition.The patient denied alcohol consumption and allergies to food or medicines.

Physical examination on admission: yellowish complexion, clear-consciousness, fair-spirited, bilateral
pupils equal in size and round, sensitive to light re�ection, no obvious abnormalities in cardiopulmonary
auscultation, abdomen distended, slightly tight, mild tenderness in the right abdomen and around the
umbilicus, liver and spleen was not felt, bowel sounds weakened, and normal muscle strength of both
lower limbs.
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Laboratory examination: The patient’s laboratory test results are shown in Table 1.

Table 1
Laboratory test results

Blood tests Result Reference values

Red blood cells 3.56×1012/L 3.80–5.10×1012/L

Hemoglobin 100 g / L 115–150 g / L

Albumin 29.1 g / L 44.0–55.0 g / L

Potassium 3.79 mmol / L 3.50–5.30 mmol / L

Calcium 2.03 mmol / L 2.11–2.52 mmol / L

Sodium 138 mmol / L 137–147 mmol / L

Imaging examinations: The patient’s Imaging examinations are shown in Fig. 1.

After admission, the patient was treated with fasting, continuous gastrointestinal decompression,
nutritional support, correction of electrolyte disorders, inhibition of gastrointestinal gland secretion, and
enema of hospital self-made cleansing compound. The patient’s intestinal obstruction symptoms were
slightly improved after the treatment. 5 days after admission, the patient had nausea, eating choking
cough, and accompanied by dizziness, visual rotation. Brain MRI were shown in Fig. 2

After symptomatic treatment, the patient’s symptoms did not signi�cantly improve, and the visual object
was further re-shadowed, binoculus abducted and adduction was limited. At this time, physical
examination was performed: the patient was clear-consciousness, poor spirit, clear and �uent in speech,
active position, and cooperative in physical examination, no enlargement or narrowing of the palpebral
�ssure, binoculus abducted and adduction was limited. There were vertical nystagmus when the eyes
were up-looking. The muscle strength and muscle tension of the extremities were normal, and the tendon
re�ex of the extremities was weakened. Extremities have deep and shallow sensations, ataxia occurred,
and the pathological signs were not extracted. The patient’s abdomen distended, and there was
tenderness around the umbilicus. Related laboratory tests are shown in Table 2.

Table 2
Laboratory test results

Laboratory tests Result

Anti-GM1 antibody Positive

Anti-GQ1b IgG antibody Positive

Anti- GT1a IgG antibody Positive
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Visual evoked potential showed: VEP: bilateral P100 waveform differentiation is acceptable, repeatability
is acceptable, the incubation period is normal. Cerebrospinal �uid examination : pressure : 200mmHg,
protein quanti�cation : 190mg / dL, white blood cell count 4×106/L, Glucose and chloride were normal,
and no obvious abnormality was found by electromyogram. The patient was diagnosed as Miller Fisher
syndrome.

Then gave Hormone shock therapy: 250ml normal saline plus methylprednisolone 1000mg qD,
methylprednisolone 500mg/d QD after 3d, methylprednisolone 250mg/d qD after 3d, 120mg/d qD after
3d, oral prednisone 60mg/d after 3d, Thereafter, reduce 5mg per week and gradually stop taking the
medicine. Human immunoglobulin: immunoglobulin c was injected intravenously, and immunoglobulin c
was injected 27.5g qd(0.4g/kg/d, patient weight 70kg) for consecutive 5 days. At the same time,gave
nutrition nerve adjuvant therapy: Calcium carbonate 750mg tid, potassium citrate 10mL tid, famotidine
20mg bid to prevent hormonal side effects. For vitamin B1 20 mg tid. And paralytic ileus conventional
treatment at the same time.

After 1 week, the symptoms of intestinal obstruction and MFS were gradually improved. The patient was
later discharged automatically for �nancial reasons. 6 months after discharge, the patient was
interviewed by telephone, and she was recovered.

Discussion
The initial diagnosis of MFS is based on clinical core symptoms: tendon re�ex weakening or
disappearance, ataxia, and extraocular muscle paralysis, which need to be con�rmed by clinical
neurophysiology research and cerebrospinal �uid analysis[6]. At present, it is believed that 84% of MFS
patients have a history of infection[7], and the pathogenesis is mainly related to the autoimmunity after
infection. The antibodies produced after infection directly attack the presynaptic membrane and synaptic
gap sites, resulting in the damage to peripheral nerve integrity and the loss of nerve conduction and other
related functions[8]. It is generally believed that more than 90% of MFS patients are related to anti-GQ1b
antibody, and anti-GD1b antibody, anti-GT1a antibody and anti-GM3 IgG antibody have also been
reported[9]. It is generally assumed that MFS only involves the peripheral nervous system, and the central
nervous system is not involved. However, with the in-depth study of MFS, it is found that the central
nervous system of the disease can also be involved[10], and the brain stem and cerebellum are the most
common sites of involvement[11].The speci�c pathological mechanism is still unclear, and some
scholars believe that it may be consistent with the previous idea that immune mediation leads to the
destruction of the blood-cerebrospinal �uid barrier[12].

The etiology of paralytic intestinal obstruction is generally a collective term for diseases with dilated
intestines and loss of intestinal peristalsis due to various causes. The common causes include: (1)
surgical stimulation. (2) Acute abdomen causes re�ex paralytic ileus. (3) Electrolyte abnormalities. (4)
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Diseases such as intestinal obstruction. (5) Abdominal in�ammatory stimulation. (6) Intestinal nerve
diseases.

The patients were asked to have no recent surgical history, and there was no acute abdominal pain
stimulation. Laboratory tests excluded severe infection and electrolyte abnormalities. Abdominal CT
simply rule out abdominal organ lesions. Intestinal vascular embolism was excluded based on the
patient’s symptoms, signs and CT examination. Patient had pre-infection history, progressive extraocular
muscle paralysis, ataxia, medulla oblongata paralysis, respiratory depression, and laboratory tests were
consistent with the diagnosis of MFS. The symptoms were relieved after applying large amounts of
immunoglobulin and hormone shock therapy. Therefore, it is inferred that MFS is the cause of paralytic
intestinal obstruction. At present, there are few MFS with intestinal obstruction as the initial symptom, but
there are reports of GBS with intestinal obstruction as the initial symptom[13]. Studies have shown that
about two-thirds of GBS patients have symptoms of autonomic nerve damage[14]. This includes blood
pressure �uctuations, arrhythmias, vasomotor dysfunction, and gastrointestinal (GI) motility
dysregulation. It is caused by in�ltration of lymphocytes in the ganglion, hypothalamus and brainstem of
the autonomic nerve, which destroys the intramural ganglion cells, causing in�ammation and edema of
the autonomic ganglion and leading to the lysis of nerve cells [15]. At the same time, Some reports
suggest that there may be ganglioside autoantibodies, such as anti-gm1 antibodies [16], which can cause
the excitation disorder of sympathetic and parasympathetic nervous system, leading to hyperfunction or
hypofunction of sympathetic and parasympathetic nervous system[17]. The intimate supply of the GI
tract with autonomic parasympathetic and sympathetic nerves can be targeted and then lead to intestinal
obstruction. The cause of the �rst paralytic intestinal obstruction in this case may be related to the
earliest involvement of the nerve dominating the intestine.
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Figures

Figure 1

Full abdominal CT: transverse colon dilated, considered as incomplete intestinal obstruction.
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Figure 2

Brain MRI: bilateral cerebral hemispheres had a little ischemic degeneration.


