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of left vertebral artery and reduced caliber of both the 
posterior cerebral arteries [Figure 2]. Biochemistry was 
normal and procoagulant workup and also the workup for 
young stroke were negative. 2D echo was normal. Patient 
was put on antiplatelets and at three months follow-up his 
modified Rankin scale score was 2D echo.

Cocaine, cannabis, amphetamines and marijuana are the 
common recreational drugs associated with ischemic 
and hemorrhagic strokes. The side-effects of acute 
cannabis intoxication include: (1) psychiatric - behavioral 
abnormalities and increased risk of schizophrenia;[1]

(2) cardiovascular - tachycardia, supine hypertension, postural 
hypotension, myocardial infarction, paroxysmal atrial 
fibrillation and sudden death;[2] (3) cerebral - hemorrhagic 
and recurrent ischemic strokes. The mechanisms postulated 
in cannabis-related strokes are vasospasm, vasculopathy, 
postural hypotension with abnormal regulation of the 
cerebral blood flow and paroxysmal atrial fibrillation.[3]

A predilection for infarcts in the posterior circulation 
as seen in our patient has been attributed to a poor 
autoregulatory mechanism in this vascular bed as 

compared to the anterior circulation.[4] Toxicological 
screening for cannabinoid metabolites should be done in 
young patients with strokes with no apparent vascular risk 
factors or evidence of dissection. This holds good even in 
our country with increasing drug abuse among the youth.
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Isolated brain metastasis 
from malignant melanoma of 
choroid seven years following 
enucleation
Sir,
Choroidal melanoma is the most frequent primary 
intraocular malignant tumor in adults. Brain metastasis 
from malignant melanoma of choroid is very rare and 
is usually noted concomitant with liver metastasis. 
Authors report a rare case of late isolated brain 
metastasis from choroidal melanoma seven years after 
enucleation, which was successfully treated by surgery 
along with postoperative chemo-radiotherapy.

A 48-year-old male presented to our outpatient 
services with complaint of headache in left frontal 
region for preceding six months. He was operated 
for right eye malignant melanoma of choroid for 
which enucleation was carried out seven years back. 
Patient was asymptomatic until the onset of headache
six months back and had undergone periodic ophthalmic 
and systemic evaluation. Patient did not give any history 
of systemic complaints.

Figure 1: Coronal section MRI BRAIN showing acute infarcts in bilateral 
cerebellar hemispheres with old infarct in left occipital lobe

Figure 2: Magnetic resonance angiography of brain showing absent left 
vertebral artery and attenuated bilateral posterior cerebral arteries
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On examination, he had artificial right eye. Visual acuity 
of left eye was 6/18. Neurological examination revealed 
mild upper motor neuron type right-sided hemiparesis.

Routine hematological and biochemical investigations 
were within normal limits. Ultrasound abdomen, 
contrast-enhanced computerized tomography (CECT) 
chest and bone scan did not reveal any evidence of 
metastasis. Magnetic resonance imaging (MRI) of brain 
revealed a space-occupying lesion with perilesional 
edema in left posterior frontal region, which was 
hyperintense on T1W, hypointense on T2W images 
and showed mild enhancement after injection of 
intravenous gadolinium [Figure 1a, Figure 1b]. In view 
of prior history of choroidal melanoma and typical 
MRI findings, a possibility of brain metastasis from 
choroidal melanoma was considered and patient was 
planned for surgery.

Patient underwent left frontal quadrangular flap 

craniotomy. Intraoperatively, dural metastases were 
present along with tumor spread in subarachnoid 
space. There was a blackish grey-white junction soft, 
suckable tumor suggestive of secondary deposits of 
malignant melanoma. Gross total excision of the tumor 
was done along with primary dural closure. He had an 
uneventful postoperative course and was discharged 
on fifth postoperative day. Postoperative computerized 
tomography (CT) brain did not show any evidence of 
residual tumor. Patient also received postoperative 
chemotherapy and radiotherapy and was doing well at 
last follow-up visit nine months after surgery.

Histopathological examination of the excised specimen 
was suggestive of brain secondary from malignant 
melanoma of choroid with dense deposit of melanin 
in the cerebral cortex and Virchow Robbin space along 
with subpial spread of melanoma cells [Figure 2].

Metastatic uveal melanoma is a highly malignant 
disease with a limited life expectancy. Liver is the most 
common site for metastasis of choroidal melanoma 
followed by lung, bone, skin and subcutaneous tissue.

Metastases from choroidal melanoma usually occur 
within the first five years of treatment for primary 
tumor.[1] However, late metastases have been reported 
up to 40 years after enucleation of primary tumor.[2,3]

Metastatic potential of primary tumor depends upon 
cytological and histological parameters, age of patient 
at diagnosis, tumor size, tumor location and presence 
of extrascleral extension.[4] Enucleation has been the 
standard treatment for ocular melanoma and was used 
in most reported patients including our case.

The diagnosis of metastatic choroidal melanoma 
requires close ophthalmological and systemic follow-
up at a regular interval. High index of suspicion along 

Figure 1a, 1b: Sagittal magnetic resonance imaging (MRI) of brain 
showing hyperintense lesion on T1W and hypointense lesion on T2W 

image in posterior frontal region with perilesional edema. The imaging 
Þ ndings are suggestive of melanoma metastasis in view of prior history 

of choroidal melanoma

Figure 2: Photomicrograph demonstrates inÞ ltration by a tumor with dense deposit of melanin, in cerebral cortex and Virchow Robbin�s space along 
with subpial spread of melanoma cells (H&E, ×40, 100, 200)
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with typical MRI findings help to confirm the diagnosis. 
Melanin produces stable free radicals, causing 
paramagnetic effect that shortens T1 and T2 relaxation 
values on MRI. This results in hyperintensity of the 
lesion on T1W and hypointensity on T2W images.[5]

Treatment of isolated brain metastasis from malignant 
melanoma includes total surgical excision of the lesion 
followed by postoperative adjuvant radiotherapy and 
chemotherapy as in our case. In spite of all the possible 
management, long-term prognosis for metastatic 
choroidal melanoma remains poor.
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Tardive dyskinesia following 
risperidone treatment in 
Tourette�s syndrome
Sir,
Tics are involuntary, sudden, repetitive, stereotyped 
motor movements or phonic productions. Tourette�s 
syndrome (TS) is diagnosed when multiple motor 
tics and at least one phonic tic is present during the 
course of the illness. Obsessive-compulsive disorder/
symptoms (OCD/OCS) typically manifest as own, 
egodystonic and involuntary intrusive thoughts, 
ideas or images accompanied by ritualized, overt, or 
covert behaviors. The frequent association of TS with 
obsessive-compulsive symptoms (OCS) and obsessive-
compulsive disorder (OCD) is widely recognized.[1] 

The neurobiology of TS involves frontal subcortical 
circuits and neurotransmitter systems. [2] The usefulness 
of antipsychotics in the treatment of TS has been 
documented, but is often associated with incapacitating 
side-effects. There are a few case reports of Tardive 
dyskinesia (TD) in TS after treatment with typical 
antipsychotics unlike with atypical antipsychotics. We 
discuss the case of a 24-year-old male who first exhibited 
repetitive head and neck twisting movements that 
started at 15 years of age. Nine years after the onset of 
symptoms when a definitive diagnosis of TS was made, 
his symptoms included motor and phonic tics [Yale 
Global Tic Severity Scale (YGTSS) = severe] as well as 
obsessional thoughts [Yale-Brown Obsessive Compulsive 
Scale (Y-BOCS) = mild). There was no movement other 
than tics. His biochemical and neuromaging tests were 
normal. Initially he was treated with oral sertraline 
50 mg and haloperidol 0.5 mg daily, but was lost to 
follow-up and reported for treatment after a year with 
identical symptoms. Oral risperidone was started as well 
as maintained at 1 mg with dinner and fluoxetine was 
increased to 40 mg with breakfast. Although his tics were 
minimal at this dose (YGTSS = mild), he developed 
severe TD of the lower jaw (oro-mandibular dyskinetic 
movements) after four months of treatment [Abnormal 
Involuntary Movement Scale (AIMS) rating = severe]. 
This movement was entirely different from the initial 
symptoms both anatomically and phenomenologically. 
Following this, risperidone was stopped and patient 
was started on vitamin E and clonazepam. In about 
45 days there was significant improvement in the 
dyskinetic movements (AIMS score = mild) but the 
TS worsened significantly causing severe distress 
(YGTSS = severe). Risperidone has a higher affinity for 
5-hydroxytryptamine 2A receptors and lower dopamine 
D2 receptor binding than haloperidol.[3] As the 5-HT2A 
receptor has been implicated in the pathophysiology 
of TS, risperidone may be of theoretical benefit in TS, 
especially if the patient has OCD/OCS where 5-HT has 
been implicated. Several reports illustrate efficacy[4] 
and lack of extrapyramidal side-effects in TS patients 
treated with risperidone.[5] To our knowledge, this is the 
first report of TD complicating the use of risperidone 
in the treatment of TS. We wish to highlight the need 
for awareness among clinicians and patients about the 
potential risk of getting new movement disorders during 
the course of treatment with risperidone for tic disorders.
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