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focal neurological dysfunction and pseudo-bulbar palsy.4 This 
last aspect as the CT-pathological ones related to the sequence 
demyelination and gliosis—white matter loss and hydrocephalus, 
is in agreement with the slow progression of the disease (10 
years and more). The clinical CT-pathological diagnosis of 
Binswanger's disease considered above does not apply to the 
cases presently by the Authors and to the subcortical alter­
ations they found, these latter rightly attributed by the same to 
terminal episodes of hypoxic-ischaemic damage in patients 
with multi-infarctual cortical alterations. The Authors reflec­
tions on the opportunity of not considering Binswanger's dis­
ease as a separate entity from M.I.D. do not therefore appear to 
be conclusive. On the other hand the studies above reported1'3,4 

suggest a possible separation, among cerebro-vascular patients, 
of those cases with clinical-CT-pathological features of local­
ized or diffuse, acute or chronic, subcortical ischaemia due to 
sclero-jalinotic alterations of the small cerebral arteries. The 
classical pathological pictures of "etat lacunaire", "etat crible" 
and Binswanger's disease, often overlapping, could then be 
valued in this nosological context. 
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REPLY 

To the Editor 

We thank Drs. Inzitari and Mascalchi for reminding us of the 
"in vivo" evaluation of the subcortical white matter alterations 
in Binswanger's Disease. According to Binswanger' and other 
authors, this disease is characterized: clinically, by progressive 
deterioration of intellect, often associated with a variety of 
focal symptoms and signs in clinical plateaux or even with 
improvement; pathologically by large patches of demyelination 
of cerebral white matter with sparing of the arcuate fibres and 
also frank infarcts; and etiologically, by arteriosclerosis of the 
cerebral arteries. Binswanger was a pathologist who first described 
this disease by gross appearance without microscopic investi­
gation. Later reports with postmortem examination produced 

many controversies: some cases without dementia2'3 and some 
without arteriosclerosis of the cerebral arteries4,5 were described. 

CT findings are, after all, shadows due to various sorts of 
lesions, such as oedema, softening, demyelination, etc., the 
true nature of which can only be determined by pathological 
investigation or long follow-up with CT study. The hypodense 
area around a cerebral haemorrhage is generally thought to be 
due to oedema by many CT specialists, but in our study, seven 
of twelve haemorrhages surrounded by a ring of hypodensity 
on CT were later proved to be necrosis of different ages 
histologically.6 Laizou et al7 performed clinical and radiological 
investigations of subcortical arteriosclerotic encephalopathy 
with CT and cited two cases showing a low density area in the 
white matter which subsequently subsided, so that the hypodense 
areas could not be the basis of subcortical arteriosclerotic 
encephalopathy. 

One must not neglect the anatomy of the arteries of the 
cerebral white matter which are supplied by long and short 
medullary branches centripetally and ventricular branches 
centrifugally, without anastomoses.8 Changes in these arteries 
do not produce large patches of demyelination with sparing of 
the arcuate fibres; this pattern of involvement is caused only by 
obstruction of venous drainage. 

Our denial of the existence of this disease requires further 
confirmation to be conclusive. We plan more work to support 
our contention, and hope that Drs. Inzitari and Mascalchi also 
will continue their follow-up studies and perhaps secure patho­
logical evidence proving it to be a true disease. 
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