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prolong electrically induced seizures,2 there have been 181
cases of convulsions associated with fluoxetine reported
to theWHO Adverse Drug Reaction Section.3 In contrast
to the following case these reports were of seizures of
short duration and in many cases associated with an
underlying convulsive disorder.
A 50 year old female was admitted with a 24-hour

history of bizarre behaviour, visual hallucinations and a
grand mal seizure followed by loss of consciousness. She
had a background history of manic-depressive psychosis
for the previous 12 years. Fluoxetine, 20 mg daily and
alprazolam 2 mg four times a day had been prescribed 2
months prior to admission. There was no past or family
history of convulsions. The patient was having a grand
mal seizure on admission, which initially responded to
diazepam 5 mg intravenously. This was followed by a
further grand mal seizure which responded poorly to
intravenous bolus diazepam 10 mg and a phenytoin
infusion 10 mg 6 hourly. Breakthrough convulsions
occurred and on day 2 of the admission therapy was
changed to a chlormethiazole infusion (0.8% solution).
Meanwhile, a toxicology screen confirmed the systemic
presence of alprazolam and fluoxetine (not quantifiable).
A computed tomographic scan of the brain showed no
intracranial pathology and a lumbar puncture was nor-
mal. Over the next 5 days the chlormethiazole was
required to prevent/treat breakthrough convulsions. By
day 6 post-admission, mentation was normal and no
further convulsions occurred. The patient denied taking
an overdose of her prescribed medications. She was
transferred to the psychiatric unit for further manage-
ment. On review 6 months subsequent to admission she
had had no further convulsions nor had she been
prescribed 5-hydroxytryptamine reuptake inhibitors.
The salient points of this case are the prolonged

duration of the seizures and their resistance to standard
anti-convulsive therapy. We postulate that the long
half-life of fluoxetine (4 days) and that of its active
metabolite norfluoxetine (8 days) contributed to the
prolonged duration of the adverse event. In addition, this
case report is of interest in that the patient was also taking
alprazolam. Fluoxetine is known to inhibit the meta-
bolism of benzodiazepines.4 Theoretically, this should
result in enhanced serum levels of alprazolam and a
diminished susceptibility to convulsions. Clearly, this did
not occur in our case.
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Calcified brain metastasis in non-Hodgkin's
lymphoma

Sir,
Calcified brain metastasis is uncommon. Although cal-
cium deposits may be found microscopically in 1. I% of
surgical and 5.9% of autopsy specimens of brain metas-
tasis,1'2 radiographic demonstration of the same has
ranged from 1 to 3.5%.2-4 Calcified brain metastasis due
to non-Hodgkin's lymphoma is rare.5
A 9 year old girl with non-Hodgkin's lymphoma was

referred with mild proptosis of 6 months' duration.
Neurological examination was unremarkable. Cranial
computed tomography (CT) (Figure 1) revealed a
calcified, non-enhancing mass in the right frontal lobe.
The lesion was biopsied by a right frontal trephine.
Histopathology of the specimen revealed non-Hodgkin's
lymphoma with widespread calcium deposits and nec-
rosis. Cranial irradiation was advised but the child died 12
days later due to widespread disease.

In the pre-CT era series, calcification in brain metas-
tasis was occasionally reported. Griffiths4 found cal-
cification on skull X-ray in one out of 91 patients. In
recent years, CT has become the most sensitive imaging
mode to detect intracranial calcification. Deck et al.3
identified calcification in two out of 57 patients with brain
metastasis. Anand and Potts6 reported seven patients
with calcified brain metastasis on CT. The calcium
deposits were described as punctate, curvilinear or amor-
phous, and sometimes closely resembled haemorrhage.

Deposit of calcium in the tumour is thought to be a
dystrophic process,' that is, calcium deposits inside the
degenerative or necrotic tissues that are not easily

Figure 1 Plain CT showing calcified metastasis from
non-Hodgkin's lymphoma.
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absorbed or dissolved in the tumours. The underlying
pathology could be:
1. diminished metabolism, resulting in decreased car-

bon dioxide production and alkalosis;
2. increased local serum alkaline phosphatase activity;

and
3. metaplastic tumour might be capable of producing

osteoblastic and calcification locally.8
It has been postulated that calcification is probably a

signal of the host's heightened immunological response to
the tumour, and may be the hallmark of relatively long
survival.9 On the other hand, prognosis of metastatic
non-Hodgkin's lymphoma continues to be dismal. A
prospective study of the natural history of such lesions is
called for.
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