
ventilation with an oxygen concentration
of 30% within 3 h of presentation. Full
blood count, serum chemistry and cerebro-
spinal fluid analysis were unremarkable.
Computed tomography of the head, brain-
stem magnetic resonance imaging and
echocardiography were normal. Edropho-
nium testing was negative.

Botulism was diagnosed clinically 
on day 2 of admission, and intravenous 
antitoxin and benzyl penicillin were pre-
scribed. The leg wound was debrided. 
Following tracheostomy sedation was
weaned on day 5. This revealed worsening
cranial nerve palsies, and proximal weak-
ness in all limbs. On day 6 botulinum toxin
A was identified. Electromyography dem-
onstrated a pre-synaptic block with post-
tetanic facilitation. Neuromuscular func-
tion recovered gradually. The tracheostomy
was removal on day 36, and the patient 
returned home on day 40.

Wound botulism produces a rapidly de-
scending bilateral flaccid paralysis, with
cranial nerve, peripheral motor and auto-
nomic effects. Dysarthria, dysphagia and
diplopia are common presenting features.
Clinical signs may be asymmetrical. Respi-
ratory insufficiency may develop before
peripheral weakness [4]. Sensation and 
coordination are unaffected; deep tendon
reflexes may be reduced. Gastro-intestinal
symptoms are typically absent, and 
patients remain afebrile. The differential
diagnosis includes Guillain-Barré syn-
drome, particularly the Miller Fisher vari-
ant, myasthenia gravis, the Lambert-Eaton
myasthenic syndrome, and intracranial or
brainstem lesion. Guillain-Barré syndrome
produces sensory symptoms, and CSF pro-
tein is raised. The Miller Fisher variant is
confined to the cranial nerves, with promi-
nent ataxia and generalized areflexia. 
Neither of the myasthenias has autonomic
involvement; myasthenia gravis demon-
strates decrement upon repetitive electro-
myographic stimulation. Botulinum toxin
produces an irreversible presynaptic 

cholinergic block. Antitoxin is effective
against unbound toxin only; early adminis-
tration decreases both illness duration and
mortality [5]. Recovery may take months,
with minor autonomic and motor distur-
bances persisting for years.

Wound botulism amongst IDUs is an
emerging problem in the United Kingdom.
The initial diagnosis is based upon clinical
suspicion and the exclusion of other 
differential diagnoses. Early supportive
care and administration of antitoxin are 
vital to maximize the chance of recovery.

References

1. Passaro DJ, Werner SB, McGee J,
MacKenzie WR, Vugia DJ (1998)
Wound botulism associated with black
tar heroin among injecting drug users.
JAMA 279:859–863

2. Mulleague L, Bonner SM, Samuel A,
Nichols P, Khan M, Shaw S, Gruning T
(2001) Wound botulism in drug addicts
in the United Kingdom. Anaesthesia
56:120–123

3. Merrison AFA, Chidley KE, Dunnett J,
Sieradzan KA (2002) Wound botulism
associated with subcutaneous drug use.
BMJ 325:1020–1021

4. Horowitz BZ, Swensen ES (1998)
Wound botulism associated with black
tar heroin JAMA 280:1479–1450

5. Tacket CO, Shandera WX, Mann JM,
Hargrett NT, Blake PA (1984) Equine
antitoxin use and other factors that 
predict outcome in type A foodborne
botulism. Am J Med 76:794–798

G. L. Thomas (✉) · P. G. Haji-Michael
Acute Block Intensive Care Unit,
Wythenshawe Hospital,
Southmoor Road, Manchester, M23 9LT, UK
e-mail: marie.oliver@smtr.nhs.uk

Intensive Care Med (2003) 29:857
DOI 10.1007/s00134-003-1712-4 C O R R E S P O N D E N C E

G. L. Thomas
P. G. Haji-Michael

Wound botulism in 
an injecting drug abuser

Received: 5 December 2002
Accepted: 27 January 2003
Published online: 8 April 2003
© Springer-Verlag 2003

Sir: Clostridium botulinum is an anaerobic,
Gram-positive, spore-bearing organism.
Wound botulism amongst injecting drug
users (IDUs) is an increasing problem [1,
2, 3] and is associated with an anaerobic
environment following intramuscular or
subcutaneous injection [1]. We report a
case of early identification and treatment
of an IDU with wound botulism. The pa-
tient presented with a rapidly descending
flaccid paralysis requiring urgent respirato-
ry support. She made a full recovery and
was discharged home after 40 days.

A 30-year-old female IDU presented
with sudden onset dysarthria, dysphagia,
visual disturbance, dyspnoea and urinary
incontinence. Except for a deep venous
thrombosis 2 months previously, past med-
ical history was unremarkable. The patient
was apyrexial, alert and oriented. Her res-
piratory rate was 18 bpm, and arterial satu-
ration was 98% on air, with a clear chest to
auscultation. There were weaknesses of the
sixth (unilateral), seventh, ninth and tenth
cranial nerves. Upper limb power was
grade 4/5, shoulder abduction grade 3/5.
Reflexes, sensation, coordination and low-
er limb power were normal. She had a dis-
charging wound to the lower limb. Airway
compromise necessitated intubation and


