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Case Report

Polyneuritis cranialis: A rare variant of
Guillain Barré syndrome
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ABSTRACT

Polyneuritis cranialis is a rare variant of Guillain-Barré Syndrome. We hereby report a thirty-year-old male with

symptoms of headache, vomiting, and blurred vision. Polyneuritis Cranialis was confirmed after considering clinical

findings, examinations, and laboratory tests while ruling out other differentials. Intravenous Immunoglobulin treatment

over five days led to gradual improvement and discharge on the twentieth day post-admission.
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INTRODUCTION

Polyneuritis Cranialis is one of the rare variants of Guillain Barré
Syndrome (GBS).! Based on the clinical features the GBS spectrum is
classified into three groups. They are GBS, Miller-Fisher Syndrome
(MFS), and GBS-MFS interface.? Polyneuritis cranialis falls under the
GBS-MFS interface due to the overlapping clinical features it shares
with both GBS and MFS. It is characterized by the rapid development
of symmetrical cranial nerve palsies, particularly bilateral facial
palsy, without the presence of limb weakness, sensory involvement,
ataxia, or loss of deep tendon reflexes. The nerves usually affected
in Polyneuritis Cranialis are 1V, V, VI, and VIL.? Its etiology has been
contributed to many categories such as inflammatory, infectious,
autoimmune, toxins, and idiopathic.?

This case study aimed to contribute to the existing knowledge
on polyneuritis cranialis by presenting a detailed case report of a
patient’s clinical presentation, investigations, and management.

CASE REPORT

A thirty-year-old male presented to the Emergency ward with
headache and vomiting for two days. Headache was gradual on
onset, progressive, located at the occipital region associated with
blurring of vision and slurring of speech followed by vomiting. On
physical examination, he was afebrile and hemodynamically stable.
Bilateral ptosis was observed, but there were no signs of weakness
or numbness in the limbs, areflexia, signs of meningism, other
neurological deficits, or systemic symptoms. Initial investigations,
including complete blood count, C-reactive protein, erythrocyte
sedimentation rate, and basic metabolic panel yielded normal
results. A lumbar puncture was performed and cerebrospinal fluid
analysis showed albumin-cytological dissociation with increased
protein and normal glucose levels. Tuberculosis polymerase chain
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reaction and cryptococcus antigen test were negative as
shown in Table 1.

Table 1: Laboratory reports

Table 2: Laboratory reports

Investigations Reports
Complete blood count Normal
C- Reactive Protein Normal
ESR Normal
Basic Metabolic Panels Normal
Total count: normal
CSF Routine Analysis GlEE%ge;?N};;gmhal
ADA: Normal
CSF TB PCR Negative
CSF Cryptococcus antigen Negative
Plain CT -Head Normal
Ultrasonography of the abdomen and pelvis Normal

Investigation Reports
ACh receptor Ab Negative
ASKA antibody test Negative
Anti-Musk Ab test Negative
Serum Aquaporin and Anti-MOG antibody Negative
Anti-nuclear Antibody (ANA) Normal
ACE level Normal

The patient was admitted and treated with intravenous
ceftriaxone at a dosage of two grams administered twice
daily, along with maintenance intravenous fluid. On the
second day of admission, MRI brain screening and MRV
brain were done which showed no abnormal findings as
shown in Figure 1. To prevent viral illness, intravenous
Acyclovir at a dosage of 750 micrograms three times a
day was given. However, on the third day of admission,
the patient developed dyspnea and restlessness, with
subsequent progression to an inability to swallow and
excessive drooling. Clinical examination revealed an
absent gag reflex. His oxygen saturation suddenly dropped
with a GCS of 3/15. The patient was intubated and
placed on mechanical ventilation in VC mode. Additional
investigations, including complete blood count, serum
electrolytes, thyroid function tests, pan culture, fever
profile, and Anti-HCV antibody, ice-pack test, ACh receptor
antibody (Ab), ASKA antibody test, and Anti-MUSK
antibody test were sent. All of these tests yielded negative
results. Additionally, the Serum Aquaporin and Anti-MOG
antibody tests, levels of Anti-nuclear antibody (ANA) and
Serum angiotensin converting enzymes were within the
normal range, as indicated in Table 2. The diagnosis of
polyneuritis cranialis was made based on the diagnosis of
exclusion and cerebrospinal fluid analysis reports.

Figure 1: MRI scan head showing normal findings (29/04
/2023)
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He was treated with intravenous Immunoglobulin (IVIG)
@2g/kg on a divided dose for five days. After three days of
IVIG course completion, on clinical assessment gag reflex
was present, bilateral ptosis was absent and the patient
was extubated. The patient was discharged on the 20%
day of admission. He was followed up after one week. A
nerve conduction test was done which showed mild motor
axonopathy affecting the bilateral lower limb as shown in
figure 2.

Figure 2: Nerve conduction test showing mild axonopathy
in bilateral limb (19/05/2023)

DISCUSSION

The rarity of polyneuritis cranialis made it difficult to
establish a definitive diagnosis. Progressive weakness of
more than one limb and loss of tendon jerk are the key
features of Classical GBS.?? These features were observed in
a 65 years old male from Iran.* However, our patient did not
exhibit any abnormalities in deep tendon reflexes. Miller
Fisher is another variant of GBS that presents similarly as
polyneuritis cranialis. The presence of ophthalmoplegia,
ataxia, and areflexia is typical for Miller-Fisher Syndrome.®
These findings were seen in a 42-year-old woman from
New York, USA.® Its absence made the diagnosis unlikely
in our patient.

Considering the presence of ptosis, myasthenia gravis was
considered as a possible diagnosis similar to a finding in a
65-year-old female from USA.” However, the Neostigmine
test and measurement of acetylcholine esterase antibodies
were done and the results concluded negative with regards
to our patient. Isolated cranial nerve palsies in multiple
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sclerosis are not frequent; however, the presence of normal
MRI findings and negative autoantibodies like ANA in our
patient excluded the possibility of multiple sclerosis.

We confirmed as, he presented with cranial nerve palsies
affecting the III, VII, and XII cranial nerves and his
CSF analysis showed albumin-cytological dissociation
with increased protein and normal glucose levels. His
radiological findings were normal, similar to the case report
of a 62-year-old man from Japan.? Unfortunately, the nerve
conduction test could not be done in initial phase due to the
unavailability of such testing facilities in our center. IVIG is
a practical, safe, and effective treatment for Guillain-Barre
Syndrome.’ In our case, the patient showed significant
improvement from the third day of Immunoglobulin
therapy. An acute relapse following initial recovery with
IVIG sometimes occurs and needs to be detected early to
prevent life-threatening complications.!®

CONCLUSIONS

Here, we present the case of polyneuritis cranialis of
idiopathic etiology involving III, VII, and XII cranial nerves
in Nepal. Atypical nature of the disease, along with its
resemblance to other disorders makes it a diagnostic
challenge. Therefore, physicians must be well aware of this
condition for timely intervention and prompt initiation of
treatment in order to improve outcomes.
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