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contributed to CVT. Pregnancy was excluded and
work‑up for other thrombophilic states such as
protein C and S deficiency, antithrombin III deficiency,
factor V Leiden and prothrombin gene mutation was
negative in the index patient. Prior personal or family
history of deep venous or CVT and intake of hormonal
contraceptives were lacking in the index case. Thus,
apart from metabolic causes such as hyponatremia or
hypernatremia, acute demyelinating encephalitis and
toxic encephalitis, CVT has to be considered in the
differential diagnosis of a patient with AP poisoning
who develops altered sensorium and convulsions, with
or without focal neurological deficits. Timely diagnosis
and prompt treatment of this thrombotic complication
with heparin and oral anticoagulation can be lifesaving.
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Figure 1: Unenhanced CT images of the brain (a-c), showing hyperdense
thrombus in the posterior part of the superior sagittal sinus (indicated by
arrows in a and b), with a hemorrhagic infarct in the left parieto‑occipital
region and midline shift to right (b) and CT scan done following left
parieto‑occipitotemporal craniotomy (c) Sagittal T1‑weighted magnetic
resonance image of the brain (d), showing hyperintense thrombus in the
SSS (indicated by arrows)

homocysteinemia was negative. Her condition improved
gradually and she was discharged on oral warfarin.
Abrin, the toxalbumin present in AP is highly toxic to
humans. The manifestations of poisoning predominantly
pertain to the gastrointestinal tract, but uncommonly
hepatitis, pulmonary edema, central nervous
system (CNS) toxicity, hemolysis and acute kidney injury
have also been reported.[1,2] CNS manifestations such
as drowsiness, confusion, hallucinations, convulsions,
coma, papilledema and focal neurological deficits
resulting from toxic encephalitis, acute demyelinating
encephalitis, cerebral edema and consequent raised
intracranial pressure have been reported earlier.[3‑5] As
abrin is a known immunomodulator, CNS demyelination
is thought to be immune mediated.[4] Systemic steroids
are useful for treating acute demyelinating encephalitis.[5]
Dehydration has been reported as a risk factor for
cerebral venous thrombosis (CVT). Fluid losses from
vomiting and diarrhea and consequent dehydration
might have contributed to CVT in the index case.
Endothelial injury from abrin,[2] apart from causing
cerebral edema[3] and intravascular volume depletion
from “capillary leak” phenomenon, might have
670

References
1.
2.
3.
4.
5.

Fernando C. Poisoning due to Abrus precatorius (jequirity bean).
Anaesthesia 2001;56:1178‑80.
Dickers KJ, Bradberry SM, Rice P, Griffiths GD, Vale JA. Abrin
poisoning. Toxicol Rev 2003;22:137‑42.
Subrahmanyan D, Mathew J, Raj M. An unusual manifestation of
Abrus precatorius poisoning: A report of two cases. Clin Toxicol (Phila)
2008;46:173‑5.
Sahni V, Agarwal SK, Singh NP, Sikdar S. Acute demyelinating
encephalitis after jequirity pea ingestion (Abrus precatorius). Clin
Toxicol (Phila) 2007;45:77‑9.
Sahoo R, Hamide A, Amalnath SD, Narayana BS. Acute demyelinating
encephalitis due to Abrus precatorius poisoning – Complete recovery
after steroid therapy. Clin Toxicol (Phila) 2008;46:1071‑3.
Access this article online
Quick Response Code:

Website:
www.neurologyindia.com
PMID:
***
DOI:
10.4103/0028-3886.125292

Received: 05‑11‑2013 Review completed: 25‑11‑2013 Accepted: 21‑12‑2013

Brucella melitensis shunt
infection
Sir,
Shunt infection is a serious complication of shunt operations
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and the reported rate varies between 1% and 20% of the
shunt operations.[1] Brucellosis is an endemic zoonotic
disease in the Mediterranean basin and middle east.[2,3]
This reports a rare case of Brucella melitensis shunt infection.
A 42‑year‑old, female patient admitted to the emergency
department with headache, altered mental status and
convulsions. On examination, fever was 39.5°C, Glasgow
Coma Scale score was 11 and signs of meningeal irritation
were present. There was no hepatosplenomegaly. She had
neurosurgical operations for cranial epidermoid tumor in
1989, 1998 and 2009. In 2011, she had ventriculoperitoneal
shunt insertion for hydrocephalus and had shunt
revision for shunt dysfunction 5 months before this
admission. She had a history of animal livestock until
2010. Cranial computerized tomography revealed mild
hydrocephalus. Cerebrospinal fluid (CSF) analysis
revealed protein: >2 g/dl, glucose: 12 mg/dl (concomitant
serum glucose level: 98 mg/dl) and 100 leukocytes/mm3.
She was initiated on meropenem 2 gr q8h and vancomycin
500 mg q6h empirically. On the 3rd day of treatment, CSF
culture yielded B. melitensis. Vancomycin and meropenem
were stopped and ceftriaxone 2 gr q12 h, rifampicin
600 q24 h and doxycycline 100 mg q12 h were started.
Serum Brucella agglutination tests were: Rose Bengal (+),
Standard Wright 1/640 (+), 2‑mercapto‑ethanol test
1/640 (+), Rose Bengal test was (+) in the CSF. On day‑18
of treatment, repeated CSF showed 50 leukocytes/mm3.
CSF analysis revealed Rose Bengal test (+) and Standard
Wright: 1/320. Fever resolved on day‑5 of treatment.
Neurosurgeons felt against change of the shunt. Three
drug therapies were given for 6 weeks and the patient
was discharged on rifampicin 600 q24 h and doxycycline
100 mg q 12 h for 6 month. There was no relapse during
the follow‑up at 12 months.
Major etiologic agents for shunt infections are
coagulase‑negative staphylococci, Staphylococcus aureus
and Gram‑negative bacilli.[1] However, infections which are
common in the community such as Brucella spp. may also
cause shunt infections.[3,4] In the presented case, meropenem
and vancomycin combination were the initial empirical
regimen.[1] When it was learnt that the CSF culture yielded
B. melitensis, treatment was switched over to combination
of three drugs: doxycycline + rifampin + ceftriaxone.
In a recent multi‑national multi‑center study, [2] for
neurobrucellosis, therapy including ceftriaxone was
found to be more effective than non‑ceftriaxone including
therapy. This patient suggests that in the communities
endemic to certain infections such as brucellosis, one should
keep in mind the possibility of shunt infections with such
organisms.
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Thyrotoxic hypercoagulable
state with cerebral venous
thrombosis and venous
infarction masquerading as
epilepsia partialis continua
Sir,
A 45‑year‑old woman presented with the “worst
headache of her life” and intermittent numbness and
weakness of the left‑side of her face, arm and leg. Other
symptoms included unintentional weight loss of 15 lbs,
diarrhea, tremors, palpitations, heat intolerance and
heavy menses, for 2 months and worsened a week prior
to presentation. Physical examination showed sinus
tachycardia (heart rate‑115 beats/min), warm clammy
skin, left upper extremity weakness of a pyramidal
pattern and left‑sided facial sensory impairment to
touch and pin prick over the V1 and V2 distribution.
She also was quite restless and had intermittent
confusion. Computerized tomography of brain and
cerebrospinal fluid analysis were unremarkable. She
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