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Letters to the Editor

Management of
indoxacarb poisoning in
a regional setting

besides administration of high‑flow O2, treatment with
specific antidote, methylene blue, or Vitamin C, and
hyperbaric oxygen should be considered.[1,4]

Sir,
A 23‑year‑old male was admitted in our emergency
room 3 h after suicidal ingestion of about 50 ml of
unknown insecticide. His medical and family histories
were negative for hereditary disorders. The patient was
feeling lethargic and headache. On examination, he
had stable vital signs. The heart and lung sounds were
normal on auscultation. The skin and nail beds were
grayish colored that did not respond to supplemental
oxygen therapy. His oxygen saturation on pulse oximetry
was 86% despite 6 L/min of supplemental oxygen. An
arterial blood sample was obtained that appeared to be
a dark brown color. The arterial blood gas (ABG) sample
showed a pH of 7.37, an arterial oxygen pressure (PO2)
of 129 mm Hg, a PCO2 of 44 mm Hg, bicarbonate of
24.9 mmol/L, and an oxygen saturation of 90%. His
findings were suggestive for methemoglobinemia. The
patient’s relatives brought the poison container about 4 h
after admission; and it was indoxacarb, an oxadiazine
insecticide.
Methemoglobin is an abnormal type of hemoglobin
in which oxygen‑carrying ferrous ion (Fe2+) of heme
is oxidized to the ferric state (Fe3+); hence, a decreased
ability of the abnormal hemoglobin to release oxygen
to the tissues causes hypoxia.[1,2] Normally, <3% of
hemoglobin is oxidized to methemoglobin each day,
which is educed with an NADH methemoglobin
reductase (cytochrome b5 reductase) and to a lesser
extent with the NADPH methemoglobin reductase,
Vitamin C, and glutathione enzyme systems.[3] Congenital
methemoglobinemia is a consequence of diminished
enzymatic reduction of intrinsic methemoglobin,
whereas acquired methemoglobinemia results from
exposure to drugs or toxins that cause oxidation
of hemoglobin. When methemoglobin formation
overwhelmed protective enzyme systems, its levels rise
and cause diminished oxygen delivery to tissues.[1] In
patients with significant manifestations of tissue hypoxia,

Methemoglobinemia has been reported in a few cases
of indoxacarb poisoning.[5] Unfortunately, equipment
was not available to measure methemoglobin level in our
center. However, symptoms of headache and lethargy,
combined with the clinical findings of grayish cyanosis
and the brown color of the phlebotomized blood,
without significant cardiopulmonary dysfunction were
strong enough to reach a diagnosis of methemoglobin
and initiate therapy. Since methylene blue, the choice
of specific therapy, was not available in our center,
treatment with ascorbic acid was considered.[1,4]
The patient had no history of G6PD deficiency or
hemolytic events; hence, he received 1500 mg of Vitamin
C every 4 h intravenously. One hour after the third
dose, another ABG sample showed a pH of 7.47, PO2
of 67 mm Hg, a PCO2 of 31 mm Hg, bicarbonate of
21.9 mmol/L, and an oxygen saturation of 91% and his
oxygen saturation on pulse oximetry was 90%. After this
dramatic response, the patient did not develop another
episode of cyanosis.
In acute poisoning, methemoglobinemia as an
important side effect should be considered if the patient
presents with sudden onset of symptoms of hypoxia, and
diminished oxygen saturation does not improve with
supplemental oxygen. In such case, high arterial oxygen
pressure despite clinical cyanosis is highly suggestive for
methemoglobinemia.
Financial support and sponsorship
Nil.
Conflicts of interest
There are no conflicts of interest.

Ali Sobhani Firoozabadi,
Zeynab Nasri‑Nasrabadi1,
Sayed Mahdi Marashi2

Department of Internal Medicine, Shahid Sadoughi University of Medical
Sciences, Yazd, 1Department of Pediatrics, Shahrekord University of Medical
Sciences, Shahrekord, 2Department of Forensic Medicine and Clinical
Toxicology, Shiraz University of Medical Sciences, Shiraz, Iran

© 2016 Indian Journal of Critical Care Medicine | Published by Wolters Kluwer ‑ Medknow
Page no. 75

628

Indian Journal of Critical Care Medicine October 2016 Vol 20 Issue 10
Correspondence:
Dr. Sayed Mahdi Marashi,
Trauma Research Center, Emergency Room,
Division of Medical Toxicology, Hazrat Ali-Asghar (p) Hospital,
Meshkinfam Street, 7143918796 Shiraz, Iran.
E-mail: marashi@sums.ac.ir

This is an open access article distributed under the terms of the Creative
Commons Attribution‑NonCommercial‑ShareAlike 3.0 License, which allows
others to remix, tweak, and build upon the work non‑commercially, as long as the
author is credited and the new creations are licensed under the identical terms.

Access this article online

References
1.
2.
3.
4.
5.

Quick Response Code:

do Nascimento TS, Pereira RO, de Mello HL, Costa J.
Methemoglobinemia: From diagnosis to treatment. Rev Bras Anestesiol
2008;58:651‑64.
Warang PP, Kedar PS, Shanmukaiah C, Ghosh K, Colah RB.
Clinical spectrum and molecular basis of recessive congenital
methemoglobinemia in India. Clin Genet 2015;87:62‑7.
Percy MJ, Lappin TR. Recessive congenital methaemoglobinaemia:
Cytochrome b(5) reductase deficiency. Br J Haematol 2008;141:298‑308.
Park SY, Lee KW, Kang TS. High‑dose Vitamin C management in
dapsone‑induced methemoglobinemia. Am J Emerg Med 2014;32:684.e1‑3.
Wu YJ, Lin YL, Huang HY, Hsu BG. Methemoglobinemia induced by
indoxacarb intoxication. Clin Toxicol (Phila) 2010;48:766‑7.

Website:
www.ijccm.org

DOI: 10.4103/0972-5229.192067

How to cite this article: Firoozabadi AS, Nasri-Nasrabadi Z, Marashi SM.
Management of indoxacarb poisoning in a regional setting. Indian J Crit Care Med
2016;20:627-8.

Complications and
benefits of intrahospital
transport of adult
Intensive Care Unit
patients

as Acute Physiology and Chronic Health Evaluation
and Sequential Organ Failure Assessment have been
correlated with complications that can occur during
transportation. It again lays emphasis on the fact
that transportations in sick patients should only be
carried out if it is likely to change the management.
In this study, authors show more complications
associated with transportations done with senior
resident doctors, and it is known that complications
reduce with experienced personnel.[2]

Sir,
We read with immense interest the article titled
“Complications and benefits of intrahospital transport
of adult Intensive Care Unit patients” by Harish et al.[1]
We appreciate this audit as this area requires a lot of
improvement to enhance patient safety. Majority of the
transportation‑related complications are preventable
with proper evaluation, preparation, and planning before
transportation.[2] We have a few comments to the authors
of this article:
• How many of these patients (n = 125) were on ventilatory
support and was the transportation done with manual
ventilation or with portable ventilator. There is no
mention of change in PaCO2 values as hyperventilation,
especially with manual ventilation is one of the most
common reported complications in literature.[3,4] Five
cases of pneumothorax are reported in this study, are
these pneumothoraces attributed to procedure done in
radiology suite or lung ventilation strategy?
• The incidence of cardiac arrest in this study is quite
high (n = 22) and conflicting with world literature
around 0.34%–1.6%.[2]
• For the first time in literature, severity scores such

With the Emergency Medicine and Labour Act
(EMTALA) and the Consumer Protection Act (COPRA)
implementation, medicolegal issues[5] can increase in
this area, so we should be more prepared with bundles,
checklists as in other areas of critical care medicine. We
conclude that transportation is a clinical skill and should
be done only by trained personnel.
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