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The Newcastle upon Tyne Hospitals NHS Foundation Trust 

 

Management of Guillain-Barré Syndrome in Critical Care 

 

1  Introduction 

Guillain-Barré syndrome (GBS) is an acute inflammatory polyneurpathy. It is 
characterised by progressive weakness, areflexia and a raised CSF protein. It is the 
most frequent cause of acute flaccid paralysis with an incidence of 1-2/100,000. Two 
thirds of cases are preceded by an upper respiratory tract or gastrointestinal 
infection. The most frequently identified infectious agent associated with subsequent 
development of GBS is Campylobacter jejuni . 

 

2  Guideline scope 

This guideline applies to patients who have developed an acute neuromuscular 
weakness consistent with the features of GBS and where GBS is the working 
diagnosis. It applies to patients whose neurological condition has deteriorated and 
they have been admitted to critical care for on-going management. 

 

3  Evidence Review and Evaluation 

 

4  Main Body of the guideline 

4.1 Clinical Features 

 Numbness, paraesthesia, weakness, pain in the limbs (neuropathic pain may 
be severe) 

 50% of patients have a glove and stocking type paraesthesia 

 Progressive, bilateral, relatively symmetrical weakness, <30% have 
respiratory weakness requiring ventilatory support 

 Generalised hyporeflexia or areflexia (10% have normal or brisk reflexes) 

 Bulbar weakness may necessitate airway management 

 Autonomic dysfunction develops in <60% 

 Onset may be rapid (12hrs) and has a duration of progression of up to 28 
days 

 Mortality 5% 

 

4.2  Diagnosis 

 Progressive limb weakness of more than 1 limb (due to neuropathy), areflexia 
and a duration < 4 weeks 

 CSF protein raised in 90% 
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 WBC normal in 90% 

 Nerve conduction studies consistent with demyelination and in rare cases 
axonal degeneration 

 

4.3 Management 

 ABCDE 

 Assess bulbar and ventilatory function 

o Breathlessness, orthopnoea, speaking in short sentences, hypercarbia 
(PACO2 >6.4kPa) 

o Weak cough 

o Choking, coughing or cyanosis on swallowing. Look for pooling of 
saliva. 

o Measurement of vital capacity (VC), if VC <1.5L the patient should be 
managed in critical care and the need for respiratory support should be 
carefully considered 

o Patients may require prolonged ventilation. It is useful to discuss the 
potential for this and tracheostomy prior to intubation. 

o Avoid suxamethonium 

 Autonomic dysfunction is a potentially life-threatening complication of GBS.  

o Arrythmia including severe bradycardia, profound hypo- and 
hypertension occurs in 20% of patients with GBS. Patients require 
continous cardiac monitoring.  

o Urinary retention, sweating and ileus can occur. 

 Supportive care 

o VTE prophylaxis should be instituted as per trust guidelines 

o SALT assessment and NG feeding in the setting of bulbar dysfunction 

o Pain (often neuropathic) may be severe and occurs in two thirds of 
patients in the acute phase and one third of patients still have pain at 1 
year. Treatment includes the use of opioids, gabapentin, 
carbamazepine and amitriptylline.  

o Communication may be hampered by limb weakness and an inability to 
use communication aids 

 

4.4 Immunotherapy 

Plasma exchange non-specifically removes antibodies and complement. Hastening 
of clinical improvement and a reduction in nerve damage are associated with the use 
of plasma exchange in GBS. It is most effective when treatment commences within 2 
weeks of the onset of symptoms. It is usual for 5 episodes of plasma exchange to 
occur and the renal nursing team facilitate this treatment in critical care. 
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Intravenous immunoglobulin (IVIg) treatment commenced within 2 weeks of 
symptom onset is as effective as plasma exchange in patients with GBS. It is more 
expensive than plasma exchange but may be better tolerated in those patients with 
autonomic dysfunction resulting in cardiovascular instability.  

 Dose 2g/kg total over a period of 5 days (usually 0.4g/kg body weight each 
day) 

 A trust immunoglobulin form (found on trust intranet) needs to be completed 
for each patient treated with IVIg since all supplies of immunoglobulin are 
entered into a national database. The neurology consultant will normally 
complete this form (it must be completed by a consultant). 

Combining plasma exchange with IVIg (with plasma exchange first) has not been 
shown to be superior to plasma exchange or IVIg alone. 

 

 

5  Training, Implementation, Resource Implications 

6 Monitoring Section 

Where appropriate, this should include what will be monitored i.e. the content of the 
audit, who will gather this information, which group it will be presented to and the 
frequency at which this will occur e.g. 

Compliance with this guideline will be monitored by periodic audit using the audit tool 
attached as appendix 1 by (staff role).The audit data will be reported monthly to the 
(identified) group which will review the report, identify any actions required to 
improve compliance and monitor these actions through to completion.  

The audit tool should be included as an appendix to the guideline. 
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