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Letters
Ideomotor apraxia arising from a purely deep
lesion

Sir: Ideomotor apraxia arising from a purely
deep lesion has not been reported frequently
in the literature. Even in the few cases pub-
lished,' 2 the lesions were not strictly
confined to the basal ganglia. Systematic
studies,34 however, have revealed the pres-

ence of ideomotor apraxia in about 15% of
patients with lesions confined to thalamic or

lenticular regions. We report the case of a

patient with a haemorrhage confined to the
head of the left caudate nucleus and the con-

tiguous arm of the internal capsule, who had
severe ideomotor apraxia and aphasia as

well. Even though the haemorrhagic nature
of the lesion renders the interpretation of the
anatomoclinical correlations rather difficult,
this case is interesting because of the
coexistence of severe ideomotor apraxia and
a deep lesion.
A 61-year-old right-handed male with 4

years of education suddenly developed
aphasia and a right hemiparesis. Three sub-
sequent CT scans performed on the 1st, 8th
and 19th day after onset, showed a small
area of increased density consistent with an
intraparenchymal haemorrhage limited to
the head of the left caudate nucleus, the
anterior limb of the internal capsule and the
medial part of the lenticular nucleus (fig).
Neuropsychological assessments were per-
formed 20 days after onset. His speech was
dysarthric. In oral confrontation naming
there were frequent word-finding difficulties
with rare circumlocutions and semantic

paraphasias. Oral comprehension was
impaired: he scored 15/36 on the Token
Test. Spontaneous writing and writing to
dictation were impossible: he produced iso-
lated signs among which only few letters
were recognisable. Repetition was good
except for being dysarthric. He scored 5/36
on the Raven's Coloured Progressive Matri-
ces. He had no oral apraxia. Testing for con-
structional apraxia was impossible: in every
instance the patient tried to write instead of
copying the model. He scored 35/72 (cut-off
score: 53/72)5 on De Renzi6 ideomotor
apraxia test. There was no difference
between arm/hand movements (18/36) and
finger movements (17/36). There was, how-
ever, a striking difference between single
movements (25/36) and sequences (10/36).
Our patient also had a mild apraxia of

use: for instance, when asked to light a can-
dle he could not manage to light the match.
Aphasia following a deep lesion has long
been accepted7 and it will not be commented
on. Ideomotor apraxia arising from a purely
deep lesion has been occasionally reported
in group studies. Our patient had a small
and well localised lesion which caused,
among other deficits, a severe ideomotor
apraxia. It would seem that the role of deep
structures in the genesis of apraxia, not
taken into account by the majority of
authors with few exceptions,8 9 deserves
reconsideration.
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Fig Post-contrast CT scan 8 days
from onset. The luxury perfusion
well defines the infarcted area.

Unusual EEG pattern in rubella encephalitis

Sir: Encephalitis is a rare but well recognised
complication of rubella infection.' The EEG
findings in the acute phase2 are reported
to show continuous slow activity with no

specific features. We report a case of rubella
encephalitis with unusual repetitive com-

plexes.
A 15-year-old Japanese boy with no past

history or family history of note, presented
with a 4 day history of fever and rash. The
rash started on the face, spread down to the
body, and faded 2 days later. The day prior
to admission, he developed headache and
dizziness and within 24 hours had become
drowsy and lapsed into coma. Examination
revealed an unconscious, -restless patient
only responding semi-purposefully to pain-
ful stimuli. There was moderate neck
stiffness but no focal neurological deficit.
The pupils were 4 mm in diameter, and reac-

ted to light. The fundi were normal. Deep
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