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sions [2] or more severe spinal cord 
lesions, which also interrupted con- 
nections between the brain stem and 
the spinal cord neurons. In our pa- 
tient there must have been some in- 
fluence of supraspinal centres upon 
spinal cord neurons, because the pa- 
tient could still walk. 

The use of a three-way stopcock 
during emptying and refilling is 
mandatory in the type of pump de- 
scribed. For safety reasons this pump 
type should be filled by the surgeon 
himself or under his supervision dur- 
ing surgery or by the attending 
physician after surgery. Further, we 
would advise an observation period 
of at least 1 h after a baclofen bolus 
or filling of a pump to reduce the 
risk of missing an acute overdose. 
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Sirs: The cheiro-oral syndrome 
(COS), a pure sensory disorder re- 
stricted to the corner of the mouth 
and the hand on the same side, has 
been attributed exclusively to lesions 
of the central somatosensory path- 
ways [4, 9, 10, 15] visualized on 
imaging studies [7] or at autopsy 
[14]. We describe a patient with re- 
lapsing-remitting COS due to high- 
grade stenosis of the contralateral 
middle cerebral artery (MCA) and 
without any other abnormality of the 
arterial system. 

A 57-year-old woman was admit- 
ted to hospital with an 1-year history 
of repeated paraesthesias at the right 
corner of the mouth and the ulnar 
site of the ipsilateral hand. During 
the 2 months before admission, the 
frequency of attacks increased from 
once monthly to once weekly. She 
had moderate arterial hypertension, 
which was well controlled with an 
angiotensin-converting enzyme in- 
hibitor. There was no history of 
smoking, hyperlipidaemia, diabetes 
mellitus or any other cardiovascular 
disease. 

Neurological examination dis- 
closed only a mild hypaesthetic area 
at the right corner of the mouth and 
in the right hand, while general ex- 
amination was normal. After exclu- 
sion of intracranial bleeding by com- 
puted tomography of the brain, intra- 
venous heparin was administered 
with a target partial thromboplastin 
time of 60-80 s. Four hours after ini- 
tiation of anticoagulation, the sen- 
sory symptoms disappeared. Exami- 
nation of the basal intracranial arter- 
ies by means of transcranial Doppler 

sonography (TCD) revealed an ex- 
treme increase in blood flow veloc- 
ity in the left MCA (mean flow 
about 245 cm/s) together with low- 
frequency components due to vessel 
wall covibrations. The diagnosis of a 
severe left-sided MCA stenosis was 
made and later confirmed by mag- 
netic resonance angiography and in- 
tra-arterial digital subtraction angiog- 
raphy (Fig. 1). High-resolution mag- 
netic resonance imaging of the brain 
6 days after admission, including 
contrast-enhanced scans, did not dis- 
close any pathological findings. 
Electrocardiogram, transthoracic 
echocardiography and coagulation 
tests were normal. Oral anticoagula- 
tion with phenprocoumon (Mar- 
cumar) was initiated 8 days after ad- 
mission, and heparin was discontin- 
ued when the international normal- 
ized ratio reached target values 
(2.5-4.0). 

Recent studies have suggested 
that TCD monitoring for microem- 
bolic signals (MES) provides infor- 
mation on the anticoagulation effi- 
cacy [5, 13] and is potentially of 
prognostic significance in patients 
with extracranial occlusive disease 
[12]. In our case, TCD monitoring 
for MES was performed on admis- 

Fig. ! Magnetic resonance angiography of 
the basal brain-supplying arteries showed 
> 70% narrowing (---~) of the proximal left 
middle cerebral artery (MCA). Note that 
all basal arteries appear symmetrical, thus 
excluding an artificial loss of MCA flow 
signal due to erroneous plane section 
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sion, 1, 2 and 4 days after initiation 
o f  intravenous heparin and 3 months 
after discharge from hospital, when 
the patient was stabilized on oral an- 
ticoagulants. A pulsed ultrasound 
machine with a 2 MHz  bigate probe 
was used, able to harvest simultane- 
ously echos from spatially separated 
vessel portions (Pioneer 4040, EME,  
Oberlingen, Germany).  A proximal 
(depth: 58 mm) and distal segment 
(depth: 44 mm) of  the left M C A  
were simultaneously monitored for 
45 min. Sample volume was kept 
low (between 6 and 8 mm) through- 
out the examinations. All monitoring 
sessions were recorded on DAT tapes 
and evaluated by three independent 
observers blinded to the patient 's 
clinical course. MES were detected 
according to criteria described 
elsewere [3]. In the initial examina- 
tion (observer 1 : 4  MES; observer 2 
and 3 : 3  MES) MES were detected 
only in the poststenotic M C A  seg- 
ment, but neither in the prestenotic 
channel nor not in the fol lowing 
examinations (all three observers in 
agreement) while the patient was 
free o f  symptoms on anticoagulants. 

The large somatotopic thalamic 
and cortical representation of  the 
sensory fibres f rom the mouth and 
hand together with the close proxim- 
ity in the brain stem and the thalamic 
nuclei [11] favour the simultaneous 
occurrence o f  sensory disturbances at 
these sites. A higher hypoxic  vulner- 
ability o f  these sensory fibres has 
been assumed to explain this particu- 
lar distribution o f  symptoms [6], 
which is also seen in the hyperventi-  
lation syndrome [2], caused by hypo-  
capnia-induced vasoconstrict ion 
leading to ischaemia [8]. In our case, 
both the detection of  MES distal to 
the M C A  stenosis while the patient 
was symptomatic  and their cessation 
parallel to the regression of  symp- 
toms argue for an embolic rather 
than a haemodynamic  induction of  
cerebral ischaemia, in accordance 
with current concepts [1]. The cessa- 
tion of  MES after initiation of  intra- 
venous heparin, which has already 
been reported by Siebler et al. [13], 
further underpins this hypothesis. 

Use of  the bigate probe in our patient 
identified the M C A  stenosis as the 
active embolic source, since emboli  
of  a more proximal origin (e.g. heart 
or internal carotid artery) would have 
been detected in both channels. 

In conclusion, we have described 
a patient with repetitive COS due to 
severe M C A  stenosis. TCD monitor-  
ing in this case provided information 
of  potential clinical relevance. 
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Sirs: There is neurological  involve- 
ment in about 5% of  patients with 
sarcoidosis, and neurological  symp- 
toms are the presenting manifestation 
of  the disease in half  the cases [8, 9]. 
Lesions may be found in the lep- 
tomeninges,  particularly in the skull 
base, peripheral (including cranial) 
nerves, muscles and in the central 
nervous system, particularly the hy- 
pothalamus. In exceptional cases, 
sarcoidosis may  cause a progressive 
dementia [4], mimicking more com- 
mon degenerative or vascular pro- 
cesses. We report here a case in 
which neurosarcoidosis was respon- 
sible for slowly progressive dementia 
with widespread involvement of  the 
central nervous system. 


