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Table 1 Diagnostic criteria for Guillain—Barré syndrome (GBS) (Modified from Asbury and Cornblath, with permission.!)

Development of essentially symmetric limb weakness
Loss or decrease in deep tendon reflexes within 1 week of onset
Progression of the above features over several days to 4 weeks
Paresthesias of the hands and feet
Features casting doubt on the diagnosis:
Persistent asymmetry of weakness
Identifiable sensory level
Prominent bladder or bowel dysfunction
Greater than 50 mononuclear cells/mm?> in CSF
Laboratory abnormalities which support the diagnosis:
Elevation of CSF protein >45 mg/dL within 3 weeks of onset
Neurophysiologic abnormalities consistent with an acute inflammatory polyneuropathy in at least two limbs:
1. Slowing of motor and sensory nerve conduction (<80% of lower limit of normal values for age)
2. Conduction block or temporal dispersion of compound muscle action potentials (CMAP)
3. Increased distal latencies
4. Abnormalities of F waves (loss, impersistence, dispersion)
5. Criteria for axonal forms include lack of neurophysiologic evidence of demyelination, with loss of amplitude
of CMAP or sensory nerve action potentials to at least <80% of lower limit of normal values for age
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The mechanism of improvement with
IVIG is uncertain, but the antibodies
are thought to block the immune
cascade that leads to nerve damage.
This block may occur through
competition by IgG for receptors in the
reticuloendothelial cell system,
disassociation of antibodies from
target cells, impaired binding of
iImmune complexes to target cells,
immune modulation of T cell and B
cell function, inhibition of complement
dependent tissue injury, or inhibition of
cytokine activity.
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Table 3 Differential diagnosis of childhood Guillain—Barré syndrome (GBS)

Spinal cord lesions
Transverse myelitis, epidural abscess, tumours, poliomyelitis, Hopkins™ syndrome, vascular malformations, cord infarction,
fibrocartilaginous embolism, cord compression from vertebral subluxation related to congenital abnormalities or trauma
Peripheral neuropathies
Toxic: vincristine, glue sniffing, heavy metals, organophosphate pesticides
Infections: HIV, diphtheria, Lyme disease
Inborn errors of metabolism: Leigh disease, Tangier disease, porphyria
Critical illness polyneuropathy
Neuromuscular junction disorders
Tick paralysis, myasthenia gravis, botulism, hypercalcaemia
Myopathies
Periodic paralyses, dermatomyositis, critical illness myopathy
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BRAINSTEM STROKE BRAINSTEM ENCEPHALITIS
PERIPHERAL NEUROPATHY ACUTE ANTERIOR POLIOMYELITIS

Guillain-Barré syndrome Caused by poliovirus

Post-rabies vaccine neuropathy Caused by other neurotropic viruses
Diphtheritic neuropathy ACUTE MYELOPATHY

Heavy metals, biologic toxins, or drug : :

: A Space-occupying lesions

intoxication

Acute intermittent porphyria Acute transverse myelitis

Vasculitic neuropathy
Critical illness neuropathy Hypokalemia

Lymphomatous neuropathy Hypophosphatemia

M= HOIVSTOI0 W SRR WSIVISIOINY  Inflammatory myopathy

Myasthenia gravis Acute rhabdomyolysis
Biologic or industrial toxins Trichinosis

Periodic paralyses




