LETTERS TO THE EDITOR

Delayed onset of extrapyramidal
side-effects on combining
paroxetine with risperidone

Sir - We report a case of delayed extrapyramidal side-effects
occurring when paroxetine was administered in combination
with risperidone. A 45 year old man was admitted with
depression and suicidal ideation. He had a previous diagnosis
of paranoid schizophrenia. His pharmacological treatment in
the past had varied from flupenthixol decanoate 40mg per
month to trifluoperazine 15mg per day in combination with
trimipramine 125mg daily. Following a further admission he
was commenced on haloperidol 1.5mg and diazepam Smg
three times per day. Subsequently he was given risperidone
which was increased to 6mg per day. He had no prior history
of extrapyramidal side-effects. Following his last admission,
he was commenced on paroxetine 20mg per day and his
risperidone was reduced to 4mg daily. At discharge 18 days
later there were no evidence of any side-effects. The patient
did not attend for a follow up appointment until 48 days later.
He then displayed obvious bucco-facial rigidity as well as
involuntary movements of this area. He did not have any
other extrapyramidal side-effects. Paroxetine and risperidone
were discontinued and he was treated with benzetropine with
resolution of the extrapyramidal side-effects. The addition of
paroxetine appears to have been the likely causative factor of
extrapyramidal side effects in this patient as he had already
tolerated a higher dose of risperidone for a year prior to this.
This would also suggest that the inhibitory action of paroxe-
tine on the breakdown of risperidone was not precipitating
factor. Both drugs are broken down by the same isoenzyme
(CYP2D6), of the hepatic cytochrome p450. Compared with
other serotonin uptake inhibitors paroxetine is the greatest
inhibitor of this isoenzyme.' This suggests that parexetine
alone caused the extrapyramidal side-effects. Previous reports
have linked selective serotonin uptake inhibitors (SSRls) with
these effects.?* So far these have mainly included fluoxetine
and fluvoxamine. This case suggests that paroxetine is a
causative factor in extrapyramidal side-effects and this action
can sometimes be delayed. We feel that it is important to be
aware of this side-effect, not only in the initial stages, but
continually during the patients treatment .
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Capgras syndrome in postpartum
depression

Sir — A case is described which is only the third report of
Capgras’ syndrome in the puerperium without an organic
basis, and the first in which the child is the sole misidentified
person. My discussion includes a brief review of the literature.

Introduction: Capgras’ syndrome (L’illusion des sosies - the
illusion of doubles) was first described in 1923 by Capgras
and Reboul-Lachaux' who reported a woman with the delu-
sional belief that some family members had been replaced by
identical doubles. According to Enoch and Trethowan? it is
the most frequently occurring of the delusional misidentifica-
tion syndromes but is still extremely rare.

According to Cox,® puerperal psychoses are relatively rare
and occur following 0.2% of live births. They are difficult to
classify using ICD-10* as there is no separate category of puer-
peral psychosis. However, DSM-IV* does offer a ‘Postpartum
onset specifier” which can be applied to mood disorders or to
a brief psychotic disorder.

There are few references in the literature to any of the delu-
sions of misidentification occurring in a puerperal illness.© We
report only the third case of Capgras’ syndrome occurring in
the puerperium in the absence of an organic lesion, and the
first in which the child was the sole misidentified person in
this period.

Case Report: Cis a 28 year old married office worker. Her
mother has a bipolar mood disorder. Apart from an overdose
following elective termination of her one previous pregnancy
more than 10 years ago, her history was otherwise unre-
markable. She had no previous psychiatric contact.

She was admitted 37 weeks into a planned pregnancy
following an overdose. There was a history of several months
of low mood, poor self-esteem, poor appetite and early morn-
ing wakening. Because of the pregnancy, only as required
medication was used. Over the next few days, she became
agitated and deluded, telephoning the police to say she had
been ‘set up’. Labour was induced and she delivered a healthy
baby. She continued to be deluded, saying her husband was
having an affair and that her baby had been switched with
another identical one. She was keen to look after the ‘second’

) baby and at no time did she express any negative feelings
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toward it. Indeed her plan was to keep both babies when her
own was returned.

She was given chlorpromazine, lithium carbonate and
fluoxetine (which was stopped because of a skin rash) in addi-
tion to electro-convulsive treatment. She gradually improved
and was symptom free, with no abnormal thoughts about her
baby, when she was discharged at 20 days postpartum.

Discussion: Nilsson and Perris” and Foerstl® reported cases
of Capgras’ syndrome occurring in the puerperium, both with
associated organic findings. Nilsson and Perris’s case had
enlarged ventricles and temporal lobe atrophy, while the
patient reported by Foerstl* had suffered a subarachnoid
haemorrhage with consequent neurological deficit. Both
woman misidentified their husbands and their children.

There have been two previous case reports of Capgras’
syndrome with no obvious organic basis occurring in the
puerperium.” In both cases, the husbands as well as the
newborn children were misidentified. In the case we report,
there was also no obvious organic involvement but the child
was the only misidentified person.

In a review of the dangerousness of the delusional misiden-
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tification of children, Silva et 4l" identified only one case
where there were positive thoughts toward the misidentified
child. The quality of the relationship toward the child is more
commonly one of suspiciousness and hostility which can
result in homicide. It was unusual, then, for C to say the
misidentified baby was ‘good’ .

The onset of our patient’s psychotic symptoms at 37 weeks,
ie. prepartum, is worthy of comment. Brockington, Qates and
Rose' reported four cases of prepartum psychosis and
proposed criteria for accepting the proposition that puerperal
psychosis can start before delivery. In their series, only one of
the five prepartum episodes occurred during the first preg-
nancy. Glaze, Chapman and Murray® reported two further
cases of prepartum psychosis both during second pregnancies.
In the case of C, this was her first pregnancy carried to partu-

rition. She meets four of Brockington et al’s five criteria failing
the fifth only because she has to date had a single episode of
illness.

The case is of interest primarily because of the differences
in phenomenology to previously reported cases. It is of note
also that the differences do not appear to have been negative
prognostic indicators in that our patient responded as well to
treatment as Jid the other cases.
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