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Of 113 patients in long-stay wards of a psychiatric
hospftal, 43 had TD. Twenty-six of the 39 patients who
consented to take part in the study were unaware of
abnormalinvoluntary movements.Thesepedentsscored
significantly lower on a short test of cognitive function
than patients who were aware of such movements. The
diagnosisof schizophrenia,pertlculadythe â€˜¿�defect'state

to be associatedwith lackof awarenessof ID.
British Journal of Psychiatry (1992), 160, 110â€”112

Tardive dyskinesia (TD) is a disorder of abnormal
involuntary choreo-athetoid movements associated
with the use of neuroleptic drugs. The incidence of
TD during long-term neuroleptic treatment is con
servatively estimated at 20% (Gerlach & Casey, 1988).
It is considered a public health problem because of
its prevalence, potential persistence, treatment
resistance, and the sometimes severely disabling nature
of the involuntary movements (Munetz, 1985).

The lack of awareness of movement disorder
among patients with TD is often striking, and is a
wellrecognisedclinicalfinding.Alexopoulos(1979)
found that in a group of 18 out-patients suffering
with TD, none had complained to their therapists
of their symptoms, and eight were unaware of
movement disorder. Wojcik et a! (1980) found that
16 of 40 patients denied awareness of abnormal
movements. DeVeaugh-Geiss (1979) quoted a figure
of 10 unaware patients out of 15. Rosen et a! (1982)
reported that patients were more likely to be aware
of peripheral dyskinesia than orofacial movements,
and that awareness of movement disorder increased
with greater severity of TD. Alexopoulos (1979)
suggested that actively psychotic schizophrenics are
less likely to complain of TD than those who are not
actively delusional or hallucinating.

In this study we sought to establish whether lack
of awareness of TD is related to factors such as
diagnosis, duration of neuroleptic treatment and
institutionalisation, severity of movement disorder,
cognitive impairment, and positive or negative
schizophrenic symptoms.

Method

All 113 in-patients on eight long-stay wards were screened
for TD using the Abnormal Involuntary Movements Scale

(AIMS;Guy, 1976).This is a widelyusedscalewhichrates
the severityof abnormal movementsof the mouth, face,
neck, trunk and legs, and the overall severity of movement
disorder. Only patients with a total score of more than five
wereincluded.Allpatientsscoredoneor moreon theglobal
severity rating and scored at least moderately in one of the
subcategories of the AIMS. Patients with any medical
condition which could provide an explanation for movement
disorderwereexcluded.Thediagnosticcriteriafor TD used
in this study were relatively stringent (and may have
excludedsomemildcases),but thiswasconsiderednecessary
to improve diagnostic reliability.

Patients werequestionedin detailabout their awareness
of movement disorder, and the degree to which movement
disorders disturbed them. Standard questions were read to
patients, explained where necessary, and responses were
recorded verbatim. Patients were considered to lack
awareness of movement disorder only if there was true
denial. If a psychoticor trivialexplanationwasgiventhey
were consideredto be aware.

Medicalcase notes were examined to establishthe duration
of hospital stay and the number of yearssinceneuroleptic
medication had been started. All patients included in the
study had a history of at least three months' cumulative
neurolepticexposure.

A full mental state examination was performed and the
10-itemRoth Hopkins test (Blessed& Thompson, 1987)was
used to assesscognitivefunctioning in each patient. This
is an abbreviated version of the Mental State Test Score
and is quick and well tolerated. Scores less than seven
indicate moderate to severecognitiveimpairment.

Information from case notes and the mental state examin
ation wasusedto makean ICD-9 diagnosis(WorldHealth
Organization, 1978). Patients who were given a diagnosis
of manicâ€”depressive psychosis had no evidence of
schizophrenicsymptomson mentalstateexaminationor in
the case notes and had positive evidence of mood disorder.
The schizophrenicpatientswereassessedfurther by means
of the Positiveand NegativeSymptomScale(PANSS;Kay
et a!, 1987),a validatedand widely used scale.

Resufts

Of the 113 patients assessed, 45 were found to have
movementdisorder. Four patients refused to take part in
the studyand two patients with Huntington's chorea were
excluded.

There were 21 men and 18 women in the study group
(averageage was62.6 years, range 40â€”84years). Thirteen
of the patients wereawareof movementdisorder, 26 were
unaware.
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AwareUnawareSchizophrenia419Manicâ€”depressive

psychosis63Other34No.ofmen714No.

ofwomen612Mean
(s.d.)RothHopkinsscore7.46 (2.8)4.77(3.5)Mean
(s.d.) age: years59.2 (6.8)60.1(10.5)Mean
(s.d.) AIMS score16.2 (4.1)15.5(7.4)Mean
(s.d.)yearsonneuroleptics20.5(10.9)23.9(7.3)Mean
(s.d.)yearssinceadmission22.5(18.0)28.1(11.9)

111PATIENTS' AWARENESS OF TD

Table1
Comparison of patient variables according to awareness/lack

of awarenessof TD

Discussion

We found a point prevalence of 38% of TD in our
sample, which comprised long-stay patients. This
rate is comparable with those found in similar
populations (Gerlach & Casey, 1988). That 26 of our
study group of 39 patients with TD were unaware
of their movement disorder supports our clinical
impression and previous research findings that lack
of awareness is a common feature of the syndrome
(DeVeaugh-Geiss, 1979; Alexopoulos, 1979; Wojcik,
1980).

In our population patients with a diagnosis of
manicâ€”depressive psychosis were significantly more
likely to be aware of their movement disorder than
those with a diagnosis of schizophrenia. We also
found that the lack of awareness of TD correlated
with impaired cognitive function. The lack of
awareness may thus be due to the cognitive
impairment associated with chronic schizophrenia.
Within the schizophrenic group, there were trends
for lack of awareness of TD to be associated with
both cognitive impairment and negative symptoms.

Alexopoulos (1979) discussed the possible reasons
for lack of awareness of TD. He suggested that in
his group of 18 patients with TD, those schizophrenic
patients who were unaware were more likely to be
actively psychotic. However, we found that lack of
awareness of TD did not relate to positive symptoms.

We found no correlation between awareness of TD
and length of stay in hospital, duration of anti
psychotic treatment, severity of TD, age, or sex.
Thus, lack of awareness of TD is most likely to be
a facet of the primary illness which leads to
neuroleptic prescription, rather than the effects
of neuroleptic treatment, TD itself, or institutional
isation. Other authors (e.g. Rosen et al, 1982) have
reported that the degree of self-awareness of TD
correlates with severity of movement disorder. We
found no such relationship, although this may in part
be due to the exclusion of mild cases.

The finding that large numbers of patients with
TD do not complain of movement disorder, and that
when asked many deny awareness of it, is important.
Greater recognition of this among clinicians may
encourage more active clinical assessments of patients
at risk. Early detection of TD allows for more
effective therapeutic intervention, and lessens the
likelihood of severe irreversible movement disorder
(Gerlach & Casey, 1988). Munetz & Roth (1985)
found that patients who deny abnormal movements
gain significant new knowledge from an informed
consent procedure, but, interestingly, still continue
to deny awareness of abnormal movements (10 out
of 12 dealers on follow-up),

The ICD-9 diagnoses of patients were as follows:
schizophrenia, 23; manicâ€”depressivepsychosis, 9; other,

r@ (this includes diagnoses of personality disorder, epilepsy,
and Korsakoff's psychosis).

+ Table 1 shows the relationship between various character
istics and awareness of movement disorder. Those patients
with an ICDâ€”9diagnosisof manicâ€”depressivepsychosis
were found to be significantlymore likelyto be aware of
disorder than the schizophrenic group (x2@P<0.0l).

Therewereno significantdifferencesbetweenawareand
unaware patients with regard to age, sex, AIMS score, years
on neuroleptic treatment, or years since admission.
However, cognitive function, as assessed by the Roth
Hopkins score, was significantly worse in the unaware
patients than in those who wereaware of their TD (4.77
v. 7.46; Mannâ€”WhitneyU test, P=0.027).

The variables were further analysed according to
psychiatric diagnosis of schizophrenia or manic-depressive
psychosis. The only significant difference was found
to be the mean Roth Hopkins score. Patients with
an ICDâ€”9diagnosis of manicâ€”depressivepsychosishad
higher scores (8.2 v. 4.7; Mannâ€”WhitneyU test, P<O.Ol).
There was no significant difference between the manic
depressive and schizophrenic patients with regard to
age (63.9 v. 62.1 years respectively) or number of
years on neuroleptic treatment (18.8 v. 24.3 years
respectively).

Within the group of schizophrenicpatients the aware!
unaware subgroups were compared according to their
scoresfor positiveand negativesymptomson the PANSS.
Negativesymptomscoreswerehigherin the unawaregroup
(mean score of 28.3 as compared with 21.7 in the aware
group), but this difference did not achieve statistical
significance (Mann-Whitney U test, P<O.l). Average
positive symptom scores were similar in the subgroups
of aware and unaware schizophrenics (mean score of
20.0ascomparedwith17.3intheunawaregroup).

There was a trend for the schizophrenic patients
who wereawareofTD toobtainhigherRothHopkins
scores than the unaware schizophrenics, but this failed
to achieve statistical significance (mean Roth Hopkins
score 6.75 (s.d. 2.2) in aware schizophrenics, mean score
4.26 (s.d. 3.3) in unaware group; Mann-Whitney U test,
P<0.l).
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Access to this population of patients, in which an
unusually large number of non-schizophrenic patients
have been treated with long-term neuroleptic drugs,
has given us an unusual opportunity to investigate
the determinants of lack of awareness of TD. We
have been able to demonstrate that the diagnosis of
schizophrenia, particularly the â€˜¿�defect'state, with
cognitive deficit and negative symptoms, is associated
with lack of awareness of TD.
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Cosegregation of Christmas Disease and Major AffectiveDisorder in a Pedigree

MICHAEL GILL,DAVID CASTLE and CONOR DUGGAN

I

Three males with factor-IX deficiency (Christmas
disease)in one pedIgreeall had severeaffective disorder.
This apparent cosegregation, If true, would support the
hypothesis that in some pedigrees, a gene for major
affective disorder is located on the X chromosome.
BritishJournalof Psychiatry(1992),160, 112â€”114

Major affective disorder!manic depression is known
to have a strong genetic component (McGuffin,
1988). Many studies have suggested an X-linked
mode of inheritance in a proportion of families
(Risch et a!, 1986). Linkage studies have given
attention to the q27-q28 region of the X chromosome,
which includes the genes for protan and deutan
colour blindness, glucose-6-phosphate dehydrogenase,
and factor IX. Some studies have found evidence for
linkage between X-chromosome markers from this
region and manic depression (Mendlewicz & Fleiss,

1974; Baron, 1977; Mendelwicz et al, 1979; Baron
eta!, 1987;Mendlewicz eta!, 1987). Others (Gershon
et a!, 1979; Berrettini et a!, 1990) have failed to
replicate the finding of X linkage. There is strong
evidence of linkage to colour blindness in one set of
pedigrees (Baron eta!, 1987)and less robust evidence
of linkage to the factor-IX locus in another
(Mendlewiczetal,1987).Althoughphysicallyclose,
there is considerable genetic distance between these
two markers which flank the fragile-X site. Linkage
to both markers in the same pedigree is, therefore,
unlikely unless there are two separate genes for major
affective disorder.

We report a family in which three males with
factor-IX deficiency (Christmas disease) all had
severe affective disorders. The association, if true,
would support the proposal that, in some families,
a gene for affective disorder is located at the

I
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