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Patient safety and 
prevention of unexpected 
events occurring during 
the intra-hospital 
transport of critically ill 
ICU patients 

Dear Sir,
We read with great interest the recent article on the 

intra-hospital transport (IHT) of critically ill patients by 
Venkategowda et al.[1] We agree with the authors that 
despite improvements in IHT practices, unexpected 
events (UE) incidents remain high. Since UEs can be 
reduced when an intensivist accompanies a critically ill 
patient, this practice should be incorporated routinely.

Epidemiological studies and feedback from intensive 
care societies have identifi ed several risk factors related 
to patient, transport organization, technical, and human 
responsible for UE during IHT.[2] These risks can 
be overcome by developing a culture of safety and 
standardization of procedures. Addressing the competence 
of the transport team is not the only factor that needs to 
be considered.

The fi rst step starts even before ordering a diagnostic or 
therapeutic procedure, based on a benefi t/risk analysis of 
IHT for a given patient.[3] Additionally, preparation and 
management are also crucial steps when transporting 
critically ill patients. Having stabilized the critically ill 
patient before transport, technical, organizational, and 
human factors must be the subsequent targets for the 
primary prevention of IHT-related UEs.[2,4]

Overcoming the risks of IHT thus involves taking 
corrective action for all the causes at multiple levels and 
applying methods that have been proven to work in other 
sectors of activity. A more widespread use of checklists 
and proper training plans for teams are also expected to 
lead to an increase in IHT safety and a lowering of risks 
in the long term.
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Subdural hematoma 
in Plasmodium vivax 
malaria: Another Nail 
hammered on the coffi n

Sir,
The letter by Gosh et al.[1] once again emphasizes that 

Plasmodium vivax infection is not always a simple and 
self-limiting infection. In comparison with Plasmodium 
falciparum, P. vivax runs a benign course and is rarely 
fatal. However, in recent times, scenarios have changed 
and there are reports of severe malaria due to P. vivax 
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infection.[2] In this context, we would like to suggest the 
probable mechanisms based on our earlier observations[3] 
and measures to tackle such situations.

Though the exact mechanism of subdural hemorrhage 
in this patient is not known, there is a possibility of 
rupture of small vessels plugged by infected red cells 
in combination with severe thrombocytopenia.[4] This 
hypothesis has been supported by histopathological 
studies disclosing widespread cerebral vasculopathy 
due to parasite-specifi c factors such as adhesion and 
sequestration of parasitized erythrocytes in vascular 
endothelium with increased endothelial permeability, 
perivascular infi ltrations, and cerebral edema; capillaries 
and venules are also distended and packed with 
erythrocytes.[5]

In P. vivax infections, parasitemia seldom exceeds 
2-5% of circulating RBCs, and high parasite indices are 
not attributed to the severity of the disease. However, 
cytokine production during P. vivax infections is higher 
than that during P. falciparum infections with similar 
degree of parasitemia.[6] By up-regulating endothelial 
adhesion molecules, TNF- may promote cerebral 
sequestration of platelets and red cells thus leading to 
hemorrhage. The serum TNF- level correlates well 
with the severity of disease. In addition, patient-specifi c 
factors such as oxidative stress, enhanced host 
inflammatory responses, and alterations in splenic 
functions might have played a pivotal role. Thus, patient 
susceptibility to develop vascular complications may be 
attributable to gene polymorphism.

This is common for all clinical conditions and not 
specifi c for plasmodium vivax complications.
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Invasive pulmonary 
aspergillosis in an 
immunocompetent 
patient with severe 
dengue fever

Sir,
We read the article “invasive pulmonary aspergillosis 

in an immunocompetent patient with severe dengue 
fever” by Nasa et al.[1] with interest. The author reported 
a case of a 65-year-old female patient who was admitted 
with severe dengue fever and developed invasive 
pulmonary aspergillosis (IPA). We want to highlight 
certain issues regarding diagnosis of this patient.

The patient developed features of IPA on day 6 of 
admission and was thought to be “immunocompetent.” 
This patient did not have neutropenia, which is an 
important predisposing factor for IPA. But it is well 
known that abnormalities of T cell-mediated immunity 
predispose to systemic fungal infections.[2] Mathew 
et al.[3] had reported impaired T cell proliferation and 
cell-mediated responses with acute dengue infection. 
We believe that in this case the severe dengue might 
have caused T cell abnormality, which made the host 
susceptible to invasive aspergillosis. Again La Russa 
and Innis[4] had reported that severe dengue causes bone 
marrow suppression within 3-4 days of infection. Hence, 
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