
117CORRESPONDENCE

facilitate a more in-depth discussion than the
modest contributions of Geoffrey Jones and myself
have permitted.
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OGS or tardive dystonia?

patients had received neuroleptics for more than
five months.

Although acute dystonic reactions usually occur
soon after a neuroleptic is started, they may develop
in the course of therapy following sudden increases
in dosage (Lees, 1985). Some patients who are
receiving depot neuroleptics have recurrent acute
dystonia a few hours after each injection. It is noted
that eight of the 16 patients with recurrent OGS in
Tan et al's study were on fluphenazine decanoate, a
depot neuroleptic prone to induce acute dystonia.
Other possible causes include the use of neuroleptic
as required (p.r.n.) on top of maintenance medica
tion for mental deterioration or disturbing behav
iour; and poor drug compliance â€”¿�the patient
restarting treatment after a period of self-prescribed
abstinence.

The delayed onset of OGS Tan et al observed
may well be related to these â€˜¿�simple'causes, which
were not excluded in their study.
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Huntington's disease in the Oxford region
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Sm: Tan et al(BJP, September 1994, 165, 381â€”383)
suggest that the delayed onset oculogyric spasm
(OGS) observed in their study may be a form of
tardive dystonia although there was no associated
tardive dyskinesia. This appears unconvincing.

Burke & Kang (1988) note that the dystonic
movements of acute and tardive dystonia are â€˜¿�indis
tinguishable, with the exception that oculogyric
crisis occurs in acute dystonia but not tardive
dystonia'. Very few cases of OGS which may be
regarded as a form of tardive dystonia have indeed
been reported (Fitzgerald & Jankovic, 1989); in
these, having developed after prolonged exposure
to neuroleptics, and associated with other tardive
movement disorders, the chronic and disabling
OGS did not respond readily to anticholinergic
agents, and persisted for months to years after
neuroleptics were stopped.

Another rare form of delayed onset OGS has
been described (Sachdev & Tang, 1992;Thornton &
McKenna, 1994). The abrupt appearance of OGS
along with other dystonic movements was accom
panied by psychotic symptoms, catatonic phenom
ena and autonomic disturbances, reminiscent of
post-encephalitic crises. This â€˜¿�complex'acute dys
tonic reaction responded to intravenous procycid
ine, but an oral anticholinergic agent was
ineffective; and recurrences tended to persist for
months after the termination of neuroleptic or
switching to clozapine.

The OGS attacks observed in Tan et al's study
were of acute onset, and in all 34 cases promptly
reversible with the use of oral benzhexol or intra
muscular promethazine. There was no associated
tardive dyskinesia. They showed no features sugges
tive of a form of tardive dystonia or the complex
variant of acute dystonic reaction. They were no
different from the usual form of acute dystonic
reaction, apart from their late occurrence; all the 34
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Sm: Shiwach (BJP, September 1994, 165, 414â€”415
(letter)) criticises the estimate of the prevalence
of Huntington's chorea in the Oxford Health
Region given by Watt & Seller (1993) on the
grounds that it did not include patients recorded by
the Oxford Record Linkage Study, but not referred
to the Oxford Department of Medical Genetics; and
it used for the population of the Oxford Health
Region a prevalence in 2.52 million instead of the
figure of 2.437 million used by Shiwach.

Patients recorded by the Oxford Record Linkage
Study must have been diagnosed as Huntington's
chorea and hospitalised in an Oxford regional
hospital. Patients in a regional hospital sometimes
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