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Postoperative recovery was uneventful. Histopathology 
of the lesion confirmed it as hydatid cyst. Postoperative 
therapy consisted of albendazole at 10 mg/kg dose 
for a period of six months to minimize the risk of 
recurrence. The patient is asymptomatic and is doing 
well since last two years.

Cerebral hydatid cysts constitute only a small 
percentage of space occupying lesions of the brain 
more common in children and young adults.[1-3]

They are mostly supratentorial and tend to occur in 
the distribution of the middle cerebral artery.[4] 

CT scan and magnetic resonance (MR) imaging 
are the most useful diagnostic techniques. Recently, 
proton MR spectroscopy using in vivo pyruvate has 
been described for better confirmation of cystic 
neoplasms.[5]

Surgery is the treatment of choice even in cases of 
recurrence of the cyst. Aspiration of the hydatid cyst 
is usually avoided as it can lead to contamination of 
the other sites and risk of recurrence. Antihelminthic 
therapy is also given for the treatment of assosciated 
systemic disease if present.[3]

The etiology for the development of the multiple 
cysts can be either because of the organism like 
Echinococcus multilocularis or can be because of the 
rupture of the primary cyst. However, in such cases, 
there should be common germinal membrane to all the 
cysts or there should be presence of disease at more 
than one site.

We found all the cysts without any common 
membrane making this case unique and hence this 
presentation was attributed to development of multiple 
primary unilobar hydatid cysts.[3]
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Letters to Editor

Acute lithium toxicity: Two 
cases with different outcomes
Sir,

Lithium toxicity is known for its diverse clinical 
manifestations ranging from mild tremor to severe coma 
and death. We report two cases of lithium toxicity. 

A 25-year-old lady taking treatment for bipolar disorder 
in form of tab lithium (800 mg/day) and carbamazepine 
(400 mg/day) for the last six months. She was admitted 
with tremor for 15 days, altered sensorium for three days 
and generalized tonic clonic seizure for one day. 

On admission her Glasgow coma scale (GCS) score was 
E2 M1 V1, pulse was 90\min and BP was 100\70 mm Hg. 
She was dehydrated. Nystagmus was present in both 
eyes. She had coarse tremors present all over body with 
generalized rigidity. Investigations [Table 1] revealed 
leucocytosis, high serum lithium level (4.86 meq/l) and 
high serum creatinine and urea. 

She was given five cycles of hemodialysis session, each 
lasting for 4 hrs daily. Patient was also given injection 
phenytoin for control of seizure and antibiotics. On Day 
3 she was alert and her GCS was E4 M4V5 but she had 
bilateral carpopedal spasm. She was given injection 
calcium gluconate as her serum calcium was markedly 
low. On Day 7 her GCS was 15. She was able to stand 
with little support and was ataxic, had dysarthria and 
had cerebellar signs in both upper limbs. On Day 15 she 
was discharged with mild gait ataxia which persisted for 
approximately three months. 

Our second case was a 48-year-old gentleman taking 
lithium 600 mg/day and sodium valproate 1 g/day for 
manic depressive psychosis for four years presented with 
diarrhea and vomiting for 15 days, tremor for 10 days, 
generalized tonic clonic seizure for seven days, altered 
sensorium for five days. His pulse rate was 110/min and 
had hypotension(80/50 mm Hg). His GCS was E2M1V1. 
All deep tendon reflexes were brisk with bilateral 
extensor plantar. Investigations revealed [Table 1] high 
serum (2.8 meq/l) lithium level and hypothyroidism. 
Chest X-ray was suggestive of right-sided pneumonia. 

Patient was given antibiotics (ceftriaxone and augmentin) 
and antiepileptic (sodium valproate) drugs along with l- 
thyroxine. Hemodialysis could not be undertaken because 
of persistent hypotension. He remained comatose for the 
next three days but no seizure occurred after that. On 
Day 3 he succumbed to his illness.

Neurological side-effects of lithium can be mild, in the 
form of tremor, headache[1] and fatigue only or they can 
be severe, in the form of muscle fasciculations, weakness, 
ataxia, slurred speech and extrapyramidal syndrome. 
Both our patients had tremor from onset, however, 
extrapyramidal rigidity was only present in Case 1. 
Lithium decreases seizure threshold leading to isolated 
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seizure (Case 1) or it may lead to status epilepticus 
(Case 2). Our Case 2 had status epilepticus leading to 
aspiration pneumonitis, hypotension and death. Acute 
toxicity may also cause impairment of consciousness, 
coma and death. Both our cases had unconsciousness 
and unfortunately Case 2 died. Delayed side-effects 
may include ataxia[2], cerebellar signs and syndrome 
of irreversible lithium-effectuated neurotoxicity  
(SILENT).[3] Permanent neurological deficits due to 
lithium toxicity may also cause deficits in recent memory 
loss[4] and rarely Creutzfeldt-Jakob-like syndrome.[5]
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MRI diagnosis of 
neurolymphomatosis of the 
brachial plexus
Sir,

Neurolymphomatosis (NL) is a rare manifestation 
of lymphoma which is characterized by selective 

Letters to Editor

Figure 2: 3-D rendered images of a fat suppressed post gadolinium T1W 
coronal sequence show homogenous enhancement of the thickened 

right brachial plexus involving the trunks, C4-5 nerve root and the cord

Figure 1: (A) T2W coronal oblique MR image of neck shows thickening 
and hyperintensity of the right brachial plexus (arrows), (B) T2W axial 

MR image at C 4-5 level shows thickening and hyperintensity of the right 
nerve root and the cord substance

BA

infiltration of cranial and peripheral nerves and roots 
by lymphoma cells.[1] We present the classical magnetic 
resonance imaging (MRI) findings of brachial plexopathy 
in a 15-year-old boy with Non-Hodgkin’s Lymphoma 
(NHL) who presented with right arm weakness six 
months after complete remission. 

MRI of the brachial plexus demonstrated thickening 
and hyperintensity of the C5 root and upper trunk of 
the right brachial plexus. There was also hyperintensity 
of the adjacent spinal cord [Figure 1A and B]. Post 
Gadolinium images showed significant contrast 
enhancement of the involved trunk, nerve root and 
the spinal cord at C4-5 level [Figures 2 and 3]. A 
concomitant CSF examination revealed the presence 
of multiple, abnormal B-cell lymphocytes. In view 
of these typical MRI and CSF findings, a diagnosis of 
B-cell neurolymphomatosis involving the right brachial 
plexus was made and the patient was started on salvage 
chemotherapy.

Patients of NL commonly present with a progressive 
sensorimotor peripheral neuropathy, plexopathy or 
cranial neuropathy. A histopathological demonstration 
of malignant lymphocytes in the peripheral nerves is 

Table 1: Laboratory investigations of Case 1 and 2 at time of 
admission

Lab Investigations Case 1 Case 2
Hb(g/dl) 11.5 9.3 
White cell count(cumm) 27,000 7800
Urea(mg/dl) 121 72
creatnine(mg/dl) 1.91 1.46
Serum lithium (mmol/L) 4.86  2.8 
CBZ level(mg/L) 10.8 -
Serum calcium(mg/dl) 6.83mg/dl 7.9
EEG Generalized Generalized
 slowing slowing
MRI brain normal normal
CSF normal normal
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