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tics of myelomatosis.289 The exact diag-
nosis can be established through biopsy,
thus leading to correct treatment.'0

EMILIA KERTY
PER H NAKSTAD

Department of Neurology,
Rikshospitalet, The National Hospital,

Oslo 1,
Norway

Accepted 2 August 1983

References

Clarke E. Cranial and intracranial myedomas.
Brain 1954;77:61-81.

2 Man-Chiu Poon, Prohal JT, Murad TM, Gal-
braith JG. Multiple myeloma masquerading
as chromophobe adenoma. Cancer 1979;
43:1513-6.

Silverstein A, Doniger D. Neurologic compli-
cations of myelomatosis. Arch Neurol
1963;9:102-12.

4Urbanski SJ, Bilbao JM, Horvath E, Kovacs K,
So W, Ward JV. Intrasellar solitary plas-
mocytoma terminating in multiple myeloma.
Surg Neurol 1980;14:233-5.

Vaquero J, Areitio E, Martinez R. Intracranial
parasellar plasmocytoma. Arch Neurol
1982;39:738.

h Gad A, Will6n R, Willen H, Gothman L. Solit-
ary dural plasmocytoma. Acta Pathol Mic-
robiol Scand Sect A 1978;86:21-4.

Stark RJ, Henson RA. Cerebral compression
by myeloma. J Neurol Neurosurg Psychiatry
1981 ;44:833-6.

'Mancilla R, Jinemnez, Tavasoll FA. Solitary
meningeal plasmocytoma. Cancer 1976;38:
798-806.

Moossy J, Wilson CHB. Solitary intracranial
plasmocytoma. Arch Neurol 1967;16:212-6.

Gravanis MB, Someren A. Intracranial solitary
plasmocytoma. Am J Clin Pathol 1969;52:-
769.

Neurotoxicity of halogenated
hydroxyquinolines

Sir: In 1979 we (Baumgartner et al, J Neurol
Neurosurg Psychiat 1979;42:11073) recorded
the results of a clinical analysis of cases of
suspected hydroxyquinoline neurotoxicity
reported from outside Japan between 1935
and 1977. The criteria employed in this
assessment were fully discussed. Of the 222
cases from 201 reports, 42 were considered
probably to have been related to the
administration of clioquinol or similar com-
pounds. In 69 there was a possible
relationship. In 42 a relationship was
thought to be unlikely, and in 59 insufficient
information was available for assessment.

We have subsequently analysed a further
137 cases reported between 1977 and April
1983, although in a number of these the
drug had been administered considerably
before 1977. In these further cases, a
relationship to the administration of
hydroxyquinolines was considered prob-
able in 27, possible in 28 and unlikely in 17.
Insufficient information was available in 31,
and 14 were excluded from evaluation
because the symptoms were not neuro-
logical or because documentation of
hydroxyquinoline intake was not presented.
Combining the assessments from the two

series yields a total of 359 reported cases
with the following attributability distribu-
tion: probable 69, possible 97, unlikely 59,
no relationship 30, insufficient information
104. As was emphasized in our previous
report, it is striking that the number of cases
reported from outside Japan is of quite a
different order from the large numbers
encountered in that country before clio-
quinol sales were stopped in 1970. The
reason for this disparity remains uncertain,
but the greater consumption of clioquinol in
Japan is likely to have been the most
important factor.

In our assessment of the cases reported
since 1977, the semeiological categorisation
again included cases of acute fully reversible
toxic encephalopathy with amnesia as a
prominent feature. This usually occurred
following the intake of a large amount of the
product over a short period. Also included
were cases of isolated optic atrophy of
subacute or insidious onset, most com-
monly in children. Thirdly there were cases
of myelopathy, usually of subacute onset,
either in isolation or accompanied by optic
neuropathy. It is of interest that no cases of
peripheral neuropathy were identified in
the probable category, either in isolation or
associated with optic neuropathy or myelo-
pathy. It is now clear that the neurotoxic
effects of the halogenated hydroxyquino-
lines are substantially confined to the
central nervous system. The term subacute
myeloptic neuropathy (SMON) is therefore
probably a misnomer.
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Letters

Isolated ictal autononic symptoms in com-
plex partial seizures

Sir: A variety of autonomic changes may
occur at the onset of complex partial seiz-
ures.' Autonomic disturbances may fre-
quently comprise the seizure aura, and may
occur independently after the remission of

2generalised seizures.
A 46-year-old right-handed man was

hospitalised for transurethral prostate
resection. Eighteen years earlier he had fal-
len from a vehicle travelling at 50 miles per
hour, and had sustained a right frontotem-
poral extradural haematoma which was
surgically evacuated. He recovered une-
ventfully from the prostate operation, but
three days later was found seated in a chair
with intermittent difficulty in comprehend-
ing what was said to him, although he
remained alert and conversant. For periods
of one to three minutes, the patient became
flushed and had left-sided piloerection over
the arm, leg, and trunk, with enlargement
of the left pupil from 3 to 5 mm. The right
pupil enlarged occasionally, but right-sided
piloerection was not present. These
episodes were separated by periods of five
to six minutes during which his skin colour
was normal, piloerection was absent, and
pupillary size and reaction were normal
and symmetric. On examination he was
able to speak and comprehend, and speech
and mentation did not change; flushing,
pupillary dilatation, and piloerection sub-
sided. He was afebrile and had no change
from a normal pulse and blood pressure
during the episodes. He had a mild left
hemiparesis with increased tone, which did
not change between episodes, and focal
clonic jerking was not present. Deep ten-
don reflexes were increased on the left and
left Babinski sign was present. Pathological
reflexes and frontal release signs were
otherwise absent. After approximately one
hour of episodic autonomic changes, he
developed focal clonic jerking of the left
arm, followed by a generalised convulsion
with incontinence and postictal confusion.
He was given intravenous phenytoin and
had no further seizures. An electroence-
phalogram several hours later showed
polymorphic delta slowing in the right
temporoparietal area, with frequent epilep-
tiform discharges arising from the F8and T
electrodes. Computed tomography showed
postoperative changes in the right frontal
region and right frontotemporal low
density, with enlargement of the right lat-
eral ventricle. Cerebrospinal fluid was
normal. The patient's family had observed
no previous seizures.
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