
Letters to the editor

copic polyarteritis. Both conditions require
prompt treatment with cyclophosphamide,
and the distinction between the two may be
semantic only. We believe that early treat-
ment with cyclophosphamide in this case,
based on the finding of serum ANCA,
prevented further deterioration in renal func-
tion and possible pulmonary involvement.
Serum testing for ANCA is a useful non-

invasive investigation in patients who present
with unusual neuropathies, particularly if
there is evidence of sinusitis.
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MATTERS
ARISING

Korsakoff's psychosis

The letter by Feinstein and Ron' raises the
interesting diagnostic dilemma which occurs

when alcohol abuse may be present alongside
another neurological condition such as multi-
ple sclerosis. I would, however, query the
description of their patient as suffering from
alcoholic Korsakoffs (AK) syndrome.

In the absence of a firm history of Wer-
nicke's encephalopathy or residual signs of
Wernicke's disease, the diagnosis of an AK
syndrome is rather more difficult and, as is
implicit in the Feinstein and Ron paper, relies
mainly on current neuropsychological
features of the patient's condition. Feinstein
and Ron appear to consider two features of
their patient's memory disorder as being
especially important for this diagnosis-
evidence of occasional confabulatory respon-
ses, and impaired anterograde memory test
scores.

In the case of confabulatory responses, it is
now generally accepted2 that confabulation is
not a diagnostic hallmark of the AK syn-
drome, particularly in its chronic phase, even
if the severity of confabulation is more severe

than the "elicited" form which was found by
Feinstein and Ron. The fact that confabula-
tion and poor memory can be functionally
dissociated3 further limits the importance of
this symptom as a reliable index ofan amnesic
syndrome.

In the case of anterograde memory test

scores, the performance oftheir patient on the
word recognition memory task was above the
range of scores obtained by 11 amnesic

patients on this test,4 and was also higher than
the scores obtained by the two AK patients
reported by Mair et al' or the six AK patients
studied by Squire and Shimamura.6 Further-
more, neither the study by Mair et al nor that
by Squire and Shimamura found the sig-
nificant asymmetry of performance on words
and faces memory testing which was reported
by Feinstein and Ron. It is quite possible that
the poor faces and picture memory scores of
their patient were simply secondary to a
visuoperceptual/visuospatial impairment, as
suggested by the patient's low Performance
IQ, rather than related to a global memory
disorder per se.
There is one important feature of AK

patients' memory functioning which was not
covered in the report by Feinstein and Ron,
namely retrograde memory performance. In
the case of their patient, this is critical for two
reasons. Firstly, significant retrograde
memory loss appears to be a hallmark of the
AK amnesic syndrome. In my review of
memory disorders,7 I was unable to find a
single case of an AK patient with marked
anterograde memory impairment who did not
also have poor retrograde memory function-
ing. Although remote memory deficits may be
present in some patients with chronic-
progressive multiple sclerosis,8 the pattern of
memory loss differs in the two conditions-a
temporal gradient in the memory loss is
present in AK patients under most test condi-
tions, and severe retrograde amnesia in the
absence of generalised cognitive dysfunction
is a feature of the global memory disorder of
many AK patients, but less so in the case of
patients with multiple sclerosis, where
remote memory loss in patients without sig-
nificant dementia is only mild or moderate in
severity.

Secondly, marked retrograde memory loss
is a characteristic which also distinguishes
AK patients from those with neuropsy-
chological deficits resulting simply from
chronic alcohol consumption alone.9' Fein-
stein and Ron's brief clinical observations of
their patient's retrograde memory function-
ing suggest a rather patchy retrograde
amnesia, with the patient reported as having
poor memory for past personal events but
intact memory for some details ofhis previous
medical history, and if this suggestion of a
limited retrograde amnesia was upheld by
formal assessment it might be more in keep-
ing with multiple sclerosis rather than an AK
syndrome. Since marked anterograde
memory deficits and other cognitive dysfunc-
tion can occasionally be present in patients
with multiple sclerosis who do not have
severe neurological disability," '3 this diag-
nosis alone could explain most ofthe evidence
reported by Feinstein and Ron.
While it is quite possible that a proportion

of the anterograde memory impairment
shown by Feinstein and Ron's patient may
have been due to chronic alcohol abuse, it
would have been useful (allowing for the
normal gamma GT) to know the duration of
abstinence to exclude the role of any recent,
acute effects of alcohol consumption on
memory functioning. It may also have been
useful to document brain stem auditory
evoked responses to examine the possibility
of differences which have been noted between
some Wernicke-Korsakoff patients and those
with multiple sclerosis.'4 In the case of other
neuropsychological features of the case
presented by Feinstein and Ron, I would
agree that the Verbal-Performance IQ dis-
crepancies, and the evidence of nominal dys-

phasia, are unusual for AK patients and
probably reflect the impact of cerebral path-
ology related to demyelination (I assume that
one of their statements was written in error-
"In both Korsakoff's syndrome and multiple
sclerosis verbal IQ's decline more than per-
formance IQ's"-since their own supporting
references indicate the reverse to hold!).

I would therefore consider that the case
reported by Feinstein and Ron can at best be
classified as impaired neuropsychological
functioning resulting from multiple sclerosis,
possibly exacerbated by the effects ofchronic/
recent alcohol abuse. Unfortunately, on the
basis of the evidence reported, it cannot be
reliably viewed as a case of Korsakoffs psy-
chosis in the presence of multiple sclerosis.
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Xanthochromia in subarachroid
haemorrhage

We are pleased to see that the debate about
the role of xanthochromia in subarachnoid
haemorrhage continues (Vermeulen et al')
because lumbar puncture is still an important
and commonly performed investigation in
patients with sudden onset of severe head-
ache. While a CT scan will reliably diagnose
subarachnoid haemorrhage in 100"0 of
patients who are confused or worse on the
Glasgow Coma Score, it will be negative in
14',, of orientated patients;2 it is this group
that represents the large number of patients
with suspected subarachnoid haemorrhage.
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