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= acute inflammatory/post infection polyneuropathy

= acute inflammatory demyelinating polyradiculoneuropathy (AIDP) -> can progress to chronic (CIDP)
AETIOLOGY

- ?

- antibodies directed against peripheral nerves

- associations: viral (60% - URTI, CMV, EBV, hepatitis A, B and C, HIV), surgery or vaccination (10%), Campylobacter enteritis,
- mechanism: lymphocytic infiltration and demyelination of spinal, cranial and nerve roots

- autonomic nerves sometimes effected

CLINICAL FEATURES

- bilateral, symmetrical weakness, typically ascending

- bulbar symptoms may occur
- areflexia
- respiratory failure
- paraesthesia
- autonomic symptoms (cardiovascular instability, tachycardia, arrhythmias, ileus, urinary retention)

- corneal ulceration (poor lid closure)

- splints
CLASSIFICATION
- axonal or demyelinating forms:

(1) sensory and motor: classic or AIDP or acute motor-sensory axonal neuropathy (AMSAM)
(2) motor: acute motor demyelinating neuropathy (ADMN) or acute motor axonal neuropathy (AMAN)

(3) sensory: acute sensory loss, areflexia but no motor involvement

(4) Miller-fisher variant: ophthalmoplegia, ataxia and areflexia
(5) Bickerstaff’s brainstem encephalitis (BBE): similar to the Miller Fisher variant but with altered level of consciousness and long tract signs

(6) pharyngeal-cervical-brachial: arm weakness, dysphagia and facial weakness

(7) pandysautonomia: diarrhoea, vomiting, dizziness, abdominal pain, ileus, orthostatic hypotension, urinary retention, bilateral tonic pupils, fluctuating heart rate, decreased sweating, salivation and lacrimation.

INVESTIGATIONS

- CSF: elevated protein (only after 5-7 days of disease)
- nerve conduction studies: multifocal conduction blocks, temporally dispersed compound muscle action potentials, slowed conduction velocity

- CT/MRI: to exclude a high cervical lesion

- GM1 antibodies (axonal forms)

- GQ1b antibodies (Miller Fisher variant)

Diagnostic Criteria

- progressive weakness in both arms and both legs

- areflexia

- progression over days to 4 weeks

- mild sensory symptoms and signs

- bilateral cranial nerve involvement

- autonomic dysfunction

- absence of fever at onset

- high CSF protein

- typical EEG findings

MANAGEMENT
- long stay patient template

Respiratory failure

- intubate if: 
(1) VC falls < 15mL/kg (1000mL)
(2) when secretions become difficult to manage 
(3) respiratory failure
(4) VC fall rapidly over 6 hours

- often will require a mandatory mode (can’t trigger because of weakness)

- don’t wean until VC > 15mL/kg

- often require < 4 weeks of ventilation

- many are intubated for < than 7-10 days
- tracheostomy

- slow respiratory wean

Autonomic dysfunction

- monitor closely and manage as appropriate

Painful peripheral neuropathy

- simple analgesia

- gabapentin

- TCA’s

- anti-convulsants

- ketamine

Nursing care

- remember they are fully conscious

- good sleep at night

- passive exercise

- pressure area care

- skin

Nutritional support
- N/G feeding (fine bore)
Immunotherapy

- plasma exchange: 2-4 plasma exchanges of 50mL/kg over 2 weeks, use albumin as replacement fluid

- IVIG: 0.4g/kg/day for 5 doses
- steroids: no effective in GBS (not recommended)

- CSF filtration (in severe cases)

PROGNOSTIC FACTORS

- age > 60
- rapidly progressive disease

- preceeding diarrhoeal illness
- requirement for ventilation

- mean distal motor amplitude response of < 20% of normal

- to walking unassisted: 3 months

- full recovery: 6 months
Jeremy Fernando (2011)

