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3.
Botulism.
Four forms of botulism are recognised:
• Infant botulism, from intestinal colonisa-

tion.
• Adult bowel botulism. This is similar to 

infant botulism. It occurs in patients with 
disrupted bowel fl ora from, for example, 
colitis.

• Food borne botulism, largely secondary to 
home canned foods.

• Wound botulism. This may be seen after 
trauma, surgery and sinusitis from intrana-
sal cocaine abuse. However by far the com-
monest scenario is in drug abusers who 
subcutaneously inject (skin-poppers).

The toxin is one of the most potent known. 
It irreversibly blocks acetylcholine release at 
peripheral cholinergic terminals, i.e. the neu-
romuscular junction, postganglionic para-
sympathetic endings and peripheral ganglia. 
This results in a characteristic descending 
paralysis involving spinal, cranial and cholin-
ergic nerves, with sparing of adrenergic and 
sensory nerves. Respiratory diffi culties arise 
from diaphragmatic paralysis and airways 
obstruction. Recovery takes places when the 
axons sprout new terminals.

Diagnosis is made by detecting the toxin 
in serum. Treatment is supportive, together 
with antitoxin and surgical debridement of 
wounds where appropriate. With early detec-
tion and appropriate supportive care the long 
term prognosis is good.
Further Reading
Mulleague L, Bonner SM, Samuel A et al. 

(2001) Wound botulism in drug addicts 
in the United Kingdom. Anaesthesia, 56, 
120–3. 

1. 
Skull base meningioma
The images show a large lobulated mass 
growing from the skull base, with moderate 
homogenous enhancement. These features 
are typical of a meningioma. Note the very 
prominent musculature surrounding the 
skull. These images are from a dog!

Sites of skull base meningiomas include 
the sphenoid bone, optic sheath, olfactory 
groove, planum tuberculum and petrous 
bone. They are divided into en plaque forms, 
which are fl atter and grow along the dura, 
and en masse forms which bulge inwards and 
often have a dural tail visible post contrast.

2. 
(a) F
(b) F
(c) F
(d) T
(e) F
Susac’s syndrome is the triad of encephalop-
athy, sensori-neural hearing loss and retinal 
branch artery occlusions. The encephalopa-
thy, if severe, can make the detection of the 
visual and auditory defi cits diffi cult.

The underlying pathology is a non-infl am-
matory microangiopathy resulting in small 
infarcts in the cochlea, retina and brain. The 
typical course is relapsing-remitting in na-
ture. It is usually self-limiting. Cochlear end 
arteriolar infarcts lead to predominantly low 
to medium frequency hearing loss. Focal arte-
riolar wall hyperfl uorescence is seen on fl uo-
rescein angiography, refl ecting breakdown of 
the blood-retinal barrier. The CSF has a high 
protein content, with no or few cells and no 
oligoclonal bands.
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