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adhesion molecule‑1, thrombospondin, and histidine‑rich 
protein causing microcirculatory obstruction.[3] Disseminated 
intravascular coagulation is also a contributing factor in 
malaria‑related SPG and is rarely associated with significant 
bleeding.[4] Management of SPG in malaria is supportive. 
There is no specific treatment for SPG per se and routine use 
of antiplatelets or anticoagulants is not indicated. The mortality 
rate of SPG is almost 35% and 70%–90% patients might need 
amputation after line of demarcation develops.[5]
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Figure 3: Mummification of toes and fingers of the right hand after 2 weeks

Cardiogenic Shock: The Main Cause of Mortality in Acute 
Aluminum Phosphide Poisoning

that cardiogenic shock confirmed by echocardiography is 
more important.[4‑7] In this regard, treatment of cardiogenic 
shock with intra‑aortic balloon pump, extracorporeal 
membrane oxygenation, digoxin, glucose/insulin, and 
glucagon had interesting results in other studies.[4‑7]

•	 The authors stated “We recommend that only vegetable oils 
or liquid paraffin to be used after acute ALP poisoning for a 
safe gastric decontamination.” This claim is considered an 
unproved claim since just a case report supports it. Moreover, 
in animal studies, ALP is dissolved in almond oil before its 
gavage into the animal’s stomach, so it is a great doubt about 
the efficacy of oils for decreasing ALP absorption in stomach.[8]

•	 The authors recommended bicarbonate in the management 
of ALP poisoning just in cases with pH <7. This suggestion 

Sir,
We read with interest the latest review by Farahani et al.[1] 
As aluminum phosphide (ALP) is a significant issue in some 
toxicological centers in Iran[2,3] and India, we think that there 
are some concerns about this article that is worth mentioning.
•	 First, the authors stated that severe hypotension in ALP 

poisoning was not associated with heart failure. We have 
significant concern about this claim. There is a large 
body of evidence in the literature that mentions severe 
cardiac dysfunction and consequently very low ejection 
fraction, indicating cardiogenic shock after exposure to 
ALP poisoning.[4‑7] Although we agree with the authors 
that vascular integrity insufficiency is one of contributing 
factors in severe hypotension in these patients, it seems 
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is against other studies and is based on unproven 
hypotheses.[6]

Thank you so much for your interesting study.
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The Tissue Dilator: A Victim or the Aggressor?
The skin, subcutaneous tissue, and the entry point in the vessel 
wall need to be dilated, and any insertion of the dilator beyond 
the vessel wall as depicted in the accompanying diagram 
should be avoided.[3]

We believe that the insertion of tissue dilator at a more vertical 
angle than the guide wire was the triggering event in this case. 
Considerable force can be inadvertently applied during this 
step which can lead to not only kinking but also unraveling of 
the guide wire,[4] leading to serious consequences. However, 
this force is not sufficient enough to produce the bend in the 
dilator as described.

When the dilator is advanced over the guide wire, it should 
move over a firmly held guide wire. The moment the dilator 
“hangs up” and moves the wire forward along with, one should 
get suspicious as at this point kinking may occur.[5] Avoidance 
of excessive force, inserting smallest bore that will allow the 
wire and inserting the smallest length to reach the vein are some 
of the suggestions made for safer use of dilators.[3]

Sir,
The case report entitled “Bent guide wire of central venous 
catheter” by Raut et al. made for interesting reading.[1] We 
would like to make certain observations on this report.

Bending or twisting of the guide wire is a known phenomenon 
during central venous catheterization and may lead to 
complications.[2] However, bending of the tissue dilator 
itself, which is made of a tougher material, is not commonly 
encountered during clinical practice.

It appears from the accompanying diagram that the dilator 
along with the guide wire had bent almost 100° from the 
intended direction of insertion. Bending of the dilator 
to such an extent will require considerable force that is 
generally not applied during the procedure. This much 
resistance can only be produced against a bone and can 
be easily appreciated. A photograph showing the bend in 
the dilator would have helped in better appreciation of the 
incident.
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