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AlP is a highly toxic fumigant, which is unfortunately easily 
available in Iran and some other developing countries and 
has no effective antidote.[2] It seems that the main cause of 
mortality in AlP poisoning is cardiogenic shock due to toxic 
myocarditis.[3,4] Moreover, previously approved that deleterious 
effect of AlP on heart can be attributed to oxidative stress. Thus, 
it seems that antioxidant therapy by N‑acetyl cysteine (NAC) 
may have an effective role in AlP‑induced toxicity.[2,3]

The authors stated that “there is only one case report that 
showed administration of NAC as one component of a complex 
treatment could not save a patient.” In the literature review, we 
have found several case–control studies which showed NAC 
reduced cardiotoxicity of AlP. Taghaddosinejad et al. revealed 
that NAC has effect on some cardiac variables and reduce the 
mortality rate of AlP‑induced toxicity.[3] In addition, Tehrani 
et  al. in a prospective, randomized, controlled open‑label 
trial found that NAC may have therapeutic effects in acute 
AlP poisoning and it can decrease the rates of intubation, 
ventilation, mortality, and duration of hospitalization.[2] 
Moreover, in another case report by Oghabian and Mehrpour, 
NAC successfully used as an antioxidant agent in addition 
to other treatments for AlP poisoning.[5] Another study by 
Agarwal et  al. showed that the survival rate increased in 
patients receiving NAC along with supportive therapy.[6] In 
this regard, other researchers also suggested the use of NAC 
for treating AlP poisoning.[4] It seems that the administration 
of NAC in acute AlP poisoning should be considered.
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Dengue and Thrombotic Thrombocytopenic Purpura
Sir,
The publication on “Dengue and Thrombotic Thrombocytopenic 
Purpura (TTP) is very interesting.”[1] Gavali et al. reported 
a case and raised a conclusion that “timely diagnosis and 
starting appropriate treatment immediately are key factors 
for successful outcome.”[1] It is no doubt that TTP can be 
a complication of dengue. TTP in dengue is sporadically 
reported and it can be easily missed due to lack of complete 
diagnostic investigation.[2] Deepanjali et  al. noted that 
“jaundice with a disproportionate elevation of serum aspartate 

aminotransferase level in a patient with dengue should 
arouse the suspicion of TTP.”[3] Nevertheless, this important 
observation was not seen in the present case report by Gavali 
et al.[1]

In the present case, it is no doubt that there was a co‑occurrence 
of dengue and TTP. However, there are other important 
concerns. First, there are also other arbovirus infections 
that might induce TTP such as chikungunya that might be a 
forgotten concurrent infection.[4] Second, there are also other 
possible common underlying causes of the reported clinical 

Page no. 66

Devanshi.Patel
Rectangle



Letters to the Editor

Indian Journal of Critical Care Medicine ¦ Volume 21 ¦ Issue 8 ¦ August 2017 541

features that are not ruled out. The important examples are 
Vitamin B12 and Vitamin D deficiencies.[5]
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Vitamin D Deficiency in Critically Ill
Sir,
We read with interest the recently published research article 
titled, “Correlation of Serum Vitamin D Level with Mortality 
in Patients with Sepsis” by Vipul et al.[1] The authors noted 
a high prevalence (74%) of Vitamin D deficiency (VDD) in 
critically ill adults (n = 88) with sepsis and there was an inverse 
correlation between VDD and duration of hospital stay. The 
authors noted no difference in the prevalence of VDD among 
survivors and deceased, but deceased patients had significantly 
lower levels of Vitamin D.

This paper is an interesting read, but we would like to make 
few comments. First, authors mentioned that they studied the 
correlation of various sepsis biomarkers with Vitamin D levels. 
However, they did not mentioned anything about biomarkers 
in methodology and results sections. Which biomarkers? 
What was the correlation? Second, readers would expect to 
read about the method used for Vitamin D estimation and 
cutoff values used to define VDD. Third, the authors had not 
stated how sample size was calculated. Fourth, it was wrongly 
mentioned that, out of 88 cases, 15 (18.2%) were sufficient, 
7  (8%) were insufficient, and 52 (73.9%) were deficient in 
Vitamin D. In fact, out of 88 cases, 16 (18.2%) had sufficient, 
7 (7.9%) had insufficient, and 65 (73.9%) had deficient levels 
of Vitamin D. The authors had not added patients who died 
to these figures (1 sufficient and 13 deficient in Vitamin D). 

Fifth, in  Tables 7 and 8 in their paper,[1] the authors mistakenly 
mentioned the total number of patients to be 89 in the place 
of 88; Table 8 mentioned the number of patients died as 18 
instead of 14. Sixth, it has been noted that patients having 
normal Vitamin D levels had higher APACHE II and SAPS II 
scores than patients with insufficient and deficient Vitamin D 
levels (P = 0.044 and 0.925, respectively). This is in contrast 
to various studies which demonstrated that VDD is associated 
with greater severity of illness.[2] Further, most of the points 
mentioned in conclusion sections were not justified on the 
basis of this study.

Findings of this study added significantly to the area of VDD 
among critically ill adults and its relationship with clinical 
outcomes.[1] As far as critically ill children are concerned, 
the literature in this field is building up. Ponnarmeni 
et  al.[3] demonstrated that 50.81% of critically ill children 
with sepsis (n = 124) had VDD (level <20 ng/ml) and there 
was statistically nonsignificant trend toward the increased 
occurrence of septic shock and multiple organ dysfunction 
syndrome, requirement for vasoactive drugs and mechanical 
ventilation, and development of health‑care‑associated 
infection in cases with VDD. Moving a step forward, 
Amrein et  al.[4] in VITdAL‑ICU trial demonstrated that 
administration of high dose of Vitamin D3 (540,000 IU once 
followed by monthly 90,000 IU for 5 months) in critically ill 
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