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be seriously reconsidered and perhaps abandoned. Possibly, however,
complete resection of the thymus cannot be assured wHatever
operanve procedure is used.
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Infective dose of Campylobacter
jejuni in milk

Unpasteurised milk is now recognised as a vehicle of infection for

Campylobacter jejuni. Fourteen milk-associated outbreaks involving -

more than 4000 cases have been investigated in the last three years in
Great Britain, and there is evidence that sections of the population
that regularly consume unpasteurised milk have a higher level of
detectable antibodies to C jejuni than does the general population
(unpublished observations). One of the features of these outbreaks
has been the enormous dilution of the original contaminating dose in
the bulk tank in which the milk is stored. As C jejuni, unlike salmonellae,
will not grow in milk,! the occurrence of cases suggests a very low
infective dose.

Case report

On 6 December, two hours after a light breakfast, I swallowed 500
organisms of a known serotype of C jejuni in 180 ml of pasteurised milk. The
strain originated from a milk-borne outbreak . 1979, Faeces were examined
twice in the week before the experiment and Campylobacter was not found.
Faeces were then examined daily from the stari of the experiment and C
Jejuni of the same serotype was cultured at a titre of at leasi 10%/g from a
specimen obtained on day 2. The count increased to 9 - 107/g on day 5 and
declined thereafter. Abdominal cramps and mild diarrhoca containing mucus
but no blood developed on day 4 and lasted three days. C:omplement-fixing
antibody to C jejuni, which was not present before or ou the day of the
experiment, was detected at a titre of 1 ié oo Jay 1O

Comment

It is clear that infection can follow the ingestion of small doses of
C jejuni when the organism is taken in milk. This finding helps to
define the mechanisms concerned in milk-borne outbreaks of C
Jjejuni in man. In addition, although a human experiment has been
reported before? I think this is the first time that the requirements of
Koch’s postulates have been met definitively for C jejuni in man.
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Spinal meningioma presenting as
focal epilepsy: a case report

Hughlings Jackson described epilepsy as “‘occasional, sudden,
excessive, rapid, and local discharge of grey matter.”! By using the
term “local’’ he implied that these attacks could take the form of a focal
disorder of function and that anatomical localisation could be deduced
from the nature of such an attack. In considering focal motor convul-
sions, one normally thinks in terms of a cerebral cortical or subcortical
seizure source and rarely of a spinal source for such an event, though
this is anatomically and physiologically feasible.

Case report

A 67-year-old right-handed woman was referred initially to this institute
in October 1979 with a one-month history of stereotyped involuntary
movements affecting her right foot. These movements occurred spon-
taneously, at rest, or when walking; lasted for several seconds to a minute
and occurred many times a day. She had also noticed, before admission,
dragging of the right leg. She had sustained a trivial head injury in January
1979 without loss of consciousness, but otherwise there was little of note in her
medical history. At the time of her referral she was not taking any medication.

On examination she was obese, but otherwise normal. She suffered from
Horner’s syndrome in the left eye, which was apparently of long standing,
but cranial nerves and arms were otherwise normal. She showed grade 3/5
weakness of right ankle dorsiflexion with mild increase in tone and brisk
tendon reflexes on the right with an extensor plantar response. Attacks
were observed: these were not precipitated by cutaneous stimulation, but
took the form of tonic inversion and plantar flexion of the foot followed by
relaxation. There was no change in conscious level throughout. X-ray
examinations of the skull and cervical spine and a computed tomography scan
of the brain (including views of the high motor cortex) showed no abnor-
mality. Haemoglobin concentrations, full blood count, and results of routine
biochemical tests were normal. An electroencephalogram showed nonspecific
theta actlwty bilaterally.

The patient was discharged with a dmgnosxs of focal epilepsy presumed to
be of cortical origin. She was started on carbamazepine and subsequently
kept under review. Two months later she was seen as an outpatient; her right
leg appeared weaker, and the abnormal involuntary movements were occur-
ring up to 20 times a day. There now appeared spinothalamic sensory loss in
the contralateral leg with an ill-defined level on the trunk. In view of this the
patient was readmitted and myelography performed (figure). This showed
an intradural extramedullary lesion at the level of the 11th dorsal vertebra,

Myelogram showing intradural extramedullary lesion at level of 11th dorsal
vertebra.

anterior and to the right of the spinal cord, which was compressed towards
the left. Laminectomy was performed and a right anterolateral meningioma
removed. No further focal seizures occurred, and eight months after operation
the patient was walking with no discernable weakness, carbamazepine having
been stopped.

Comment

The dorsal meningioma in this case was in a suitable position to
cause damage to the lateral corticospinal tract, and our clinical im-
pression was that these motor events were spinal focal mdtor seizures
of a tonic nature. Gowers? commented that muscular spasms were a
common symptom in spinal tumours-and emphasised their diagnostic
value. The spasm as he described it was generally preceded by pain
and when persistent would often produce contractures. Reflex spasms
occur usually in response to sensory stimulation. The movements
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