
Letters

neuromuscular transnission. Neurology
(NY) 1981;31:265-71.

'Lundh H. Therapeutic applications of
aminopyridines in diseases of neuromuscular
transmission. In: Lechat P, Thesleff S,
Bowman WC, eds. Aminopyridines and
Similarly Acting Drugs. Advances in the
Biosciences Vol 35. Oxford: Pergamon
Press, 1982:287-96.

9Molgo J, Lundh H, Thesleff S. Potency of 3,4-
diaminopyridine and 4-aminopyridine on
mammalian neuromuscular transmission and
the effect ofpH changes. Europ J Pharmacol
1980;61:25-34.

'0Lechat P, Deysson G, Lemeignan M, Adolphe
M. Toxicit6 aigue compose6 de quelques
aminopyridines in vivo (Souris) et in vitro
(cultures ceilulaires). Ann Pharmac Fr
1968;26:345-49.

Accepted 10 February 1983

Sustined levodopa therapy in tardive
dysidnesia

Sir: The pathophysiology of tardive dys-
kinesias is still poorly understood, but
striatal post-synaptic dopamine receptor
hypersensitivity may be implicated.' Per-
manent discontinuation of the offending
neuroleptic offers the best hope of relief,
but the patients' mental state often pre-
cludes this. Tetrabenazine is the most
effective drug treatment, but side-effects
including sedation, depression, Parkinson's
syndrome and akathisia are common. The
longterm administration of levodopa to
rodents has recently been shown to attenu-
ate the behavioural and biochemical fea-
tures of dopaminergic hypersensitivity.3
Promising results have also been reported
in tardive dyskinesia giving sustained
levodopa treatment2 or small doses of
dopamine receptor agonists.4 In view of
these findings we have been encouraged to
extend this approach to the treatment of
patients witTh irreversible, persistent dys-
kinesias no longer receiving neurolpetics.

Seven patients (six female, one male)
with moderate or severe tardive dyskinesia
agreed to participate. Their mean age was
69 years (range 53-93) and the mean dura-
tion of involuntary movements was 7 years
(range 3-12). Neuroleptics had been given
for a mean period of 9-2 years (range 3-30)
for schizophrenia, save for three with
chronic dyspepsia, agoraphobia and depre-
ssion respectively. Their conditions were
static and their movement disorders com-
prised a bucco-linguo-masticatory syn-
drome in- seven, additional limb chorea in
five and torticollis in one. Two had co-
existent akathisia, but none had Parkin-

son's disease. With one exception all had
discontinued neuroleptics for at least one
year (mean 4 yr) before the trial. Baseline
clinical assessments were made by two
independent observers using the AIM
scales and dyskinesia was -recorded simul-
taneously on video tape. Levodopa 300 mg
daily in combination with benserazide was
then gradually introduced (Madopar 125, 1
capsule 8 hourly) and the patients assessed
at 14 day intervals by the same observers.
After a minimum of 12 weeks sustained
therapy, patients were re-filmed and the
levodopa then discontinued abruptly.
Follow-up observation continued for six
months with AIM scale scoring.
An initial aggravation of the dyskinesias

was seen in one patient following levodopa
introduction, but otherwise no significant
changes in dyskinesia severity occurred at
any stages of the trial.
These disappointing results do not com-

pare favourably with those obtained by
Bj0rndal and colleagues who reported
modest improvement in drug-free patients
following one month's levodopa therapy.6
Benefit has also been claimed with chronic
levodopa in patients still receiving
neuroleptics7 or in those who have just
stopped them.8 Casey et al,9 however, using
very large doses of levodopa in combina-
tion with benserozide for treatment periods
of 8 weeks failed to produce benefit in five
neuroleptic treated schizophronics with
tardive dyskinesia. In contrast to other
studies we also failed to demonstrate an

initial increase in dyskinesia following
levodopa introduction.7 Further studies
using dopamine receptor agonists and large
doses of levodopa in this refractory group
of incapacities are now under way.

Rl HARDIE
AJ LEES

GM STERN

Department of Neurology,
University College Hospital,

London WC] 6AU, UK

References

Marsden CD, Jenner P. The pathophysiology
of extrapyramidal side-effects of neuroleptic
drugs. Psychol Med 1980;10:55-72.

2 Alpert M, Friedhoff AJ. Receptor sensitivity
modification in the treatment of tardive dys-
kinesia. Clin Pharmacol Ther 1976;19:103.

Ezrin-Waters C, Seaman P. L-dopa reversal of
hyperdopaminergic behaviour. Life Sci
1978;22:1027-32.

4Carroli BJ, Curtis GC, Kokmen E. Paradoxical
response to dopamine agonists in tardive
dyskinesia. Am J Psychiat 1977;134;785-9.

Abnormal involuntary movement scale. In:
Guy W, ed. ECDEU Assessment Manual.

685
Rockville: US Department of Health Educa-
tion and Welfare. 1976;534-7.

6 Bjorndal N, Casey D, Gerlach J. In: Cattabeni
F. et al eds, Longterm effects ofNeurokptics.
Adv Biochem Psychopharm Vol. 24. New
York: Raven Press, 1980;541-5.

7Alpert M, Friedhoff AJ, Diamond F. Use of
dopamine receptor agonists to reduce
dopamine receptor number in tardive dys-
kinesia. In: Fahn S, Calne DB, Shoulson I eds
Experimental Therapeutcs of Movements
Disorders. New York: Raven Press,
1983:253-8.

Shoulson I. Carbidopa/levodopa therapy of
co-existent drug-induced Parkinsonism and
tardive dyskinesia. In: Fahn S, Calne DB,
Shoulson I eds Experimental Therapeutics of
Movement Disorders. New York: Raven
Press, 1983:259-66.

Casey DE, Gerlach J, Bj0rndal N. Levodopa
and receptor sensitivity modification in
tardine dyskinesia Psychopharmacology
1982;78:89-92.

Gint aneurysm of the petrous portion of
the carotid artery

Sir: Aneurysms of the internal carotid
artery extracranially are rare; those arising
from the petrous segment are particulary
unusual. A survey of the literature showed
approximately 30 reported cases.Y"9
A 28-year-old woman had been com-

plaining of severe left ear pain, tinnitus and
hearing loss for approximately six months.
The pain was continuous and irradiated
towards the face, the retromastoid region
and sometimes down to her neck. At ENT
consultation a vascular mass was found in
the left middle ear. An attempted biopsy
resulted in massive bleeding controlled by
packing the ear. She was then referred to
the neurosurgical department with the
diagnosis of glomus tumour. Besides a left
sensorineural deafness, neurological
examination was normal. Both carotid pul-
sates normally and no bruit was heard
about the head and neck. Skull radiographs
demonstrated a large area of bone erosion
in the left petrous pyramid extending
anteriorly into the sphenoid sinus. A
sclerotic ring could be noticed around the
lytic lesion, suggesting a chronic process.
Left carotid arteriography revealed a large
(1.5 x 2 5 x 5cm.) aneurysm located in the
petrous segment of the carotid artery pro-
jecting laterally into the middle ear, with
normal intracranial arborisation. Right
carotid arteriography with left carotid
compression showed excellent cross filling
of the left anterior cerebal and middle
cerebral arteries, without aneurysm
opacification.
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