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vascular spasm, endothelial damage and increased
vascular permeability. All of these may lead to toxic
vasculitis and result in thrombosis.[2] A preexisting
procoagulant state, due to deficiencies of protein
C or S or antithrombin III and antiphospholipid
antibodies could account for a tendency towards
thrombosis in large vessels
Hypotension can occur due to hypovolaemia from
sweating, vomiting, decreased fluid intake and
bleeding tendencies leading to low flow state and
watershed infarct
Hyperviscosity caused by hypovolemia and
hypoperfusion secondary to hypotension and
hypercoagulation may also contribute to vessel
occlusion[4]
Direct cardiotoxic effects of venom could lead to
dysrrhythmias, causing cardiac thromboembolism.

•

•

•

Both these patients were young with no risk factors
for stroke. Their clinical and radiological presentation
strongly suggested a vascular thrombosis as a cause
for their deficit. It could result from toxic vasculitis or
toxin induced vascular spasm and endothelial damage.
Hypotension as a cause of infarction was not considered
because infarction did not involve watershed zones and
blood pressure recordings were always normal.
Case 1 had a history of bleeding prior to developing
seizure and upper limb weakness but the coagulation
profile obtained was normal. However, early treatment
with ASV could have resulted in normal coagulation
profile. Altered sensorium in the hours after the
bite could be related to direct arterial endothelial
injuries by venom leading to cerebral edema or toxic
encephalopathy.
These two cases illustrate the occurrence of ischemic snake
bite, with abnormalities in the coagulation cascade as the
likely causative factor. Learning point form these cases is
that snake bite should be one of the differential diagnosis
for any young patient with stroke. We call to attention,
particularly physicians working in rural areas, to look for
such less recognized etiologies of stroke in tropical countries
so that victims of snakebite with neurological complications
can be given more effective and timely treatment.
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The anticonvulsant of
choice in pyrethroid
induced convulsions
Sir,
Seizures following pyrethroid ingestion and its
non-responsiveness to anticonvulsants were lamented by
Panwar et al.[1] along with literature support. The authors
have also stressed that the practitioners shall consider
this entity in the differential diagnosis of poisoning with
seizures.
We would like to mention some more mechanisms for
seizures in pyrethroid poisoning and the anticonvulsant
to be used under such circumstances. In epileptic
patients, often there will be a focus on aberrant electrical
activity in the cortical area; whereas pyrethroid lowers
seizure threshold and induces seizure activity from
previously normal neurons.[2] Furthermore, it exerts
proconvulsant activity through an interaction with
peripheral type benzodiazepine bridging sites.[3] In
an animal model, pre-treatment with phenytoin, an
anticonvulsant which binds to activation gates of sodium
channels to slow recovery from inactivation, failed to
antagonize either the permethrin or deltamethrin
proconvulsant action.[4] Furthermore, aside from being
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not effective as observed in this case also, phenytoin
may worsen the overall toxicity. Hence, phenobarbitone
controls pyrethroid-evoked seizure foci through its
dual action such as chloride channel agonist and as a
membrane stabilizer.[5]
As pyrethroid insecticides have come into prominent
use in recent years, the incidence of poisoning has
increased. Hence, practitioners may be sensitized
on the clinical manifestations, course, selection of
anticonvulsants and outcome of pyrethroid poisoning,
as well as be informed that these cases shall not be
considered as simple or taken lightly.
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Is gastric residual
volume monitoring
in critically ill
patients receiving
mechanical ventilation
an evidence-based
practice?
Sir,
Nutritional support in intensive care units (ICUs)
is widely accepted as an integral part of patient care,
when oral food intake is inadequate or not possible;
however, feeding often receives lower priority compared
with other ICU treatments such as hemodynamic and
ventilation control.[1] Nutritional status is an important
factor in health maintenance and disease recovery,
particularly in critically ill patients during the mechanical
ventilation (MV).[2] Many critically ill patients, especially
those who require MV, are unable to eat normally; hence,
“artificial nutrition” is provided through enteral or
parenteral route.[3] Underfeeding and malnutrition are
prevalent in critically ill patients receiving invasive MV.
It is estimated that the overall incidence of malnutrition in
ICU could be as high as 50%.[4] Moreover, more than 35%
of ICU patients are reported to be malnourished upon
admission to the ICU.[5] Underfeeding in patients receiving
MV can decrease regeneration of respiratory epithelium,
respiratory muscles strength and therefore, prolong
MV.[2] Furthermore, underfeeding and malnutrition in
these patients have an adverse effect on all physiological
processes. It increases the risk for infection and pulmonary
edema, decreases phosphorus levels needed for cellular
energy (adenosine triphosphate) production, reduces
ventilatory drive and impairs production of surfactant.[6]
Although, enteral nutrition (EN) is the preferred method
for nutritional support in ICU patients, patients with enteral
feeding are at great risk of malnutrition due to insufficient
nutritional intake, primarily due to frequent interruptions
in enteral feedings.[7] One of the most important factors for
frequent interruptions in enteral feeding in these patients is
an increased gastric residual volume (GRV).[6] It is believed
that in critically ill patients receiving EN, high GRVs may
result in aspiration of gastric contents and increase the risk
of ventilator-associated pneumonia (VAP).[8]
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