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ARTICLE INFO ABSTRACT

Guillain-Barré syndrome (GBS) is a rare autoimmune disorder characterized by
acute-onset muscle weakness, sensory disturbances, and, in severe cases,
paralysis. This abstract presents a case study of GBS in a 45-year-old male office
worker, highlighting the clinical presentation, diagnostic evaluation, treatment
strategies, and prognosis.

The patient, Mr. Aman, presented with a one-week history of progressive
weakness in his lower limbs, accompanied by tingling sensations. He denied any
preceding illness or recent vaccinations. Physical examination revealed that
weakness in bilateral lower extremities, diminished proprioception, and absent
ankle reflexes. Diagnostic evaluation, including cerebrospinal fluid analysis and
nerve conduction studies, supported the diagnosis of GBS.

In intensive care unit the Treatment consisted of intravenous immunoglobulin
(IV-IG) therapy initiated at a dose of 0.4 g/kg/day for 5 days, along with
supportive care including respiratory monitoring and pain management.

The prognosis for GBS varies, with most patients experiencing significant
recovery within months. However, complications such as respiratory failure
underscore the importance of vigilant monitoring and prompt intervention.

This case study highlights the clinical complexities of GBS and emphasizes the
need for early recognition and intervention to optimize outcomes in affected
individuals. Further research into the underlying pathophysiology and treatment
modalities is warranted to improve management strategies for this challenging
neurological disorder.

KEY WORDS: Progressive weakness, Autoimmune disorder, Acute-onset
Muscle weakness, Sensory disturbances, Paralysis, Intravenous Immunoglobulin
(IV-1IG) .

Introduction to Guillain-Barré Syndrome (GBS):

Guillain-Barré syndrome (GBS) is a rare but potentially life-threatening autoimmune disorder characterized
by rapid-onset muscle weakness, numbness, and tingling sensations. Named after the French physicians
Georges Guillain and Jean Alexandre Barré who first described it in 1916, GBS is known for its acute onset
and ascending pattern of paralysis, often leading to respiratory failure and other severe complications.

GBS is thought to result from an aberrant immune response triggered by preceding infections, such as
respiratory or gastrointestinal illnesses. In GBS, the body's immune system mistakenly attacks the peripheral
nerves, damaging the myelin sheath or the nerve axon, leading to impaired nerve signal transmission.

While the exact pathogenesis of GBS remains incompletely understood, its clinical manifestations and
potential for rapid progression underscore the importance of timely recognition and intervention. Despite its
rarity, GBS represents a significant medical emergency requiring prompt diagnosis and appropriate
management to mitigate morbidity and mortality.

In this case presentation, we examine a clinical case of Guillain-Barré syndrome, highlighting the diagnostic
challenges, therapeutic interventions, and clinical outcomes associated with this neurological disorder.
Through an exploration of the patient's history, presentation, diagnostic workup, and treatment course, we
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aim to elucidate key aspects of GBS management and enhance understanding of this complex condition
among healthcare professionals.

CASE REPORT:

Case Presentation: Guillain-Barré Syndrome (GBS)
Patient Information:

e Name: Mr. Aman.

e Age: 45 years

e Gender: Male

e Occupation: Office worker

Chief Complaint: Mr. Aman. presents with a progressive weakness in his lower limbs and difficulty

walking for the past week.

History of Present Illness (HPI): Mr. Aman. reports the sudden onset of weakness in his legs

approximately one week ago. He describes a tingling sensation in his feet that gradually ascended to involve

his legs. Over the course of a few days, the weakness progressed, making it increasingly difficult for him to

stand and walk. He denies any preceding illness, recent vaccinations, or exposure to toxins.

Past Medical History (PMH):

e No significant past medical history reported.

e No history of recent infections or travel.

Medication History:

e Mr. Aman. denies taking any regular medications or over-the-counter supplements.

Social History:

e Non-smoker.

e Social alcohol drinker, occasional.

e Lives with his spouse and two children.

e Works as an office manager in a local firm.

Family History:

e No significant family history of neurological disorders reported.

Review of Systems (ROS):

¢ No constitutional symptoms such as fever, chills, or weight loss reported.

¢ No respiratory, cardiovascular, gastrointestinal, or genitourinary symptoms noted.

e Reports progressive weakness without associated sensory symptoms.

Physical Examination Findings:

e Vital Signs: Stable.

e Neurological Examination:

e Motor: Weakness in bilateral lower extremities (4/5 strength), more pronounced in the proximal muscles.
Normal muscle tone.

¢ Sensory: Diminished proprioception and vibration sense in lower limbs.

e Reflexes: Absent ankle reflexes (areflexia).

e Cranial nerves and upper extremities: Intact.

Diagnostic Assessment:

e Complete Blood Count (CBC), Basic Metabolic Panel (BMP), Liver Function Tests (LFTs): Within normal

limits.

Cerebrospinal Fluid (CSF) Analysis:

Elevated protein levels without pleocytosis (albuminocytologic dissociation).

Nerve Conduction Studies (NCS) and Electromyography (EMG):

Consistent with demyelinating polyneuropathy, supporting the diagnosis of Guillain-Barré syndrome.

Diagnosis: Guillain-Barré Syndrome (GBS) - Acute inflammatory demyelinating Polyneuropathy variant.

Treatment Plan:

e Intravenous Immunoglobulin (IV-IG) Therapy:

Initiated at a dose of 0.4 g/kg/day for 5 days.

Supportive Care:

Monitoring of respiratory function.

Pain management as needed.

Physical therapy consultation for rehabilitation.

Follow-up and Prognosis: Mr. Aman. is admitted to the neurology ward for further monitoring and IV-IG
therapy. Close monitoring of respiratory function is essential. With timely intervention and supportive care,
prognosis for recovery is generally favorable, although the duration of recovery may vary.
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DISCUSSION:

Guillain-Barré syndrome (GBS) is a rare but potentially life-threatening autoimmune disorder characterized
by rapid-onset muscle weakness, sensory disturbances, and in severe cases, paralysis. In this discussion, we
will deal into the pathophysiology, clinical manifestations, diagnostic challenges, and treatment strategies
associated with GBS.

Pathophysiology: GBS is thought to result from an aberrant immune response triggered by preceding
infections, most commonly gastrointestinal or respiratory infections. The immune system produces
antibodies that cross-react with peripheral nerve components, leading to inflammation and demyelination of
the peripheral nerves. This results in impaired nerve signal transmission and the characteristic symptoms of
muscle weakness and sensory deficits observed in GBS.

Clinical Manifestations: The hallmark clinical feature of GBS is ascending muscle weakness, often
beginning in the lower limbs and progressing upwards. Patients may also experience sensory disturbances,
such as tingling sensations or numbness, and autonomic dysfunction. The progression of symptoms is
typically rapid, with peak severity reached within a few weeks. Severe cases may involve respiratory muscle
weakness, necessitating mechanical ventilation to prevent respiratory failure.

Diagnostic Challenges: Diagnosing GBS can be challenging due to its diverse clinical presentation and
similarities with other neurological disorders. Key diagnostic tests include cerebrospinal fluid (CSF) analysis,
which typically reveals elevated protein levels without an increase in white blood cells (albuminocytologic
dissociation), and nerve conduction studies (NCS) with electromyography (EMG), demonstrating
characteristic findings consistent with demyelination or axonal damage.

Treatment Strategies: The primary treatment for GBS involves intravenous immunoglobulin (IV-IG)
therapy or plasmapheresis (plasma exchange) to modulate the immune response and reduce inflammation.
IV-IG therapy is typically preferred due to its efficacy and safety profile. Supportive care, including close
monitoring of respiratory function, pain management, and rehabilitation therapy, is also essential for
optimizing outcomes and promoting recovery in patients with GBS.

Prognosis: The prognosis for patients with GBS varies depending on the severity of symptoms and the
promptness of intervention. While most patients experience significant recovery within months, some may
continue to experience residual weakness or sensory deficits. Complications such as respiratory failure and
autonomic dysfunction can increase mortality risk, underscoring the importance of vigilant monitoring and
early intervention in managing GBS.

Conclusion

Guillain-Barré syndrome is a complex neurological disorder characterized by acute-onset muscle weakness
and sensory disturbances. Poor prognosis is associated with rapid progression of symptoms, advanced age.
Timely recognition and intervention are crucial in optimizing outcomes and minimizing complications in
patients with GBS. However quality of critical care is the most important determinant of mortality.
Newer modalities of treatment, especially which are focusing on re-myelination and axonal regeneration are
required.Further research into the underlying pathophysiology and novel treatment modalities is warranted
to improve the management of this challenging condition.

References

1. 1.Lehmann HC, Hughes RA, Kieseier BC, Hartung HP. Recent developments and future directions in
Guillain-Barré syndrome. J Peripher Nerv Syst. 2012 Dec;17 Suppl 3:57-70.

2. 2.Govoni V, Granieri E. Epidemiology of the Guillain-Barré syndrome.Curr Opin Neurol. 2001
Oct;14(5):605-13.

3. 3.Frenzen PD. Economic cost of Guillain-Barré syndrome in the United States. Neurology. 2008 Jul
01;71(1):21-7.

4. 4.Guillain G, Barré JA, Strohl A. [Radiculoneuritis syndrome with hyperalbuminosis of cerebrospinal
fluid without cellular reaction. Notes on clinical features and graphs of tendon reflexes. 1916]. Ann Med
Interne (Paris). 1999 Jan;150(1):24-32.

5. 5.Hughes RA, Cornblath DR. Guillain-Barré syndrome. Lancet 2005;366:1653—66.

6. Asbury AK, Cornblath DR. Assessment of current diagnostic criteria for Guillain-Barré syndrome. Ann
Neurol 1990;27Suppl:S21—4.

7. Rees JH, Soudain SE, Gregson NA, Hughes RA. Campylobacter jejuni infection and Guillain-Barré
syndrome. N Engl J Med 1995;333:1374—9.

8. Langmuir AD, Bregman DJ, Kurland LT, Nathanson N, Victor M. An epidemiologic and clinical
evaluation of Guillain-Barré syndrome reported in association with the administration of swine
influenza vaccines. Am J Epidemiol 1984;119:841—79.



