Guillain-Barre Syndrome

Guillain-Barre is also known as postinfectious polyneuropathy or ascending polyneuropathic paralysis, and “is characterized by ascending, symmetric paralysis that usually affects cranial nerves and the peripheral nervous system.”  A potentially fatal form of polyneuritis, it is acute and rapidly progresses.  Guillain-Barre etiology is unknown.  “The syndrome is preceded by immune system stimulation from a viral infection, trauma, surgery, viral immunizations, or the human immunodeficiency virus (HIV),” with campylobacter jejuni gastroenteritis preceding Guillain-Barre in approximately 30% of the cases.  “Mycoplasma pneumoniae, cytomegalovirus, Epstein-Barr virus, varicella-zoster, and vaccines (rabies and swine influenza)” are also thought to be potential pathogens.  (Lewis 1542)
Demyelination, edema and inflammation of the affected nerves result from cellular and humoral immune reactions directed at the nerves.  Demylination of nerves stops or slows down the transmission of nerve impulses, and “the muscles innervated by the damaged peripheral nerves undergo denervation and atrophy.”  Remyelination occurs slowly in the recovery phase, and “neurologic function returns in a proximal-to-distal pattern.”  (Lewis 1542)
	Guillain-Barre syndrome “affects males 1.5 times more frequently than females.”  While typically seen in adults, it “is observed in all age groups.”
	Symptoms of Guillain-Barre range from mild to severe and usually develop “1 to 3 weeks after an upper respiratory or gastrointestinal infection.”  The clinical manifestations of Guillain-Barre include:
· “Weakness of the lower extremities (over hours to days to weeks) that peek about the fourteenth day,
· Paresthesia is frequent and paralysis usually follows in the extremities,
· Hypotonia and areflexia are common, persistent symptoms,
· Objective sensory loss is variable, with deep sensitivity more affected  than superficial sensations,
· Autonomic disturbances are seen in patients with severe muscle involvement and respiratory muscle paralysis,
· Bowel and bladder dysfunction,
· Facial flushing,
· Diaphoresis,
· SIADH,
· Facial weakness, extra ocular eye movement difficulties, dysphagia and parathesia of the face (from cranial nerves III, V, VI, VII, X and XII involvement), and
· Pain.”  (Lewis 1542 and 1543)

C.B.’s case was typical of Guillain-Barre syndrome as it presented itself in the early stages.  Three weeks following a diagnosis of viral infection, he developed bilateral weakness, numbness and tingling of the lower extremities.   The paralysis progressed into his upper body.  Unfortunately, C.B. experienced respiratory failure, the most serious of complications from Guillain-Barre.  Intubation and mechanical ventilation was necessary.  Respiratory failure occurred “as the paralysis progressed to the nerves that innervate the thoracic area.”  (Lewis 1543)   
Guillain-Barre is diagnosed “primarily on the patient’s history and from clinical signs.”  Of course, EMG and nerve conduction studies are markedly abnormal in the affected extremities.  CSF is normal or shows low protein levels initially, with elevated protein levels seen after 7 to 10 days.



