
291Indian Journal of Critical Care Medicine May 2015 Vol 19 Issue 5

Page no. ??

and tetracycline/doxycycline, which was started 
immediately. The diagnosis of pupura fulminans (PF) 
due to S. pyogenes leading to SPG was made. Her 
general condition improved within 72 h with no further 
progression of gangrenous areas, which were well 
delineated in a week. She was discharged against medical 
advice on day 11 due to the economic constraint.

Pupura fulminans is an acute life‑threatening 
complicat ion of  disseminated intravascular 
coagulation  (DIC) manifested by rapidly progressive 
cutaneous hemorrhage and necrosis leading to 
SPG.[1] Clinical features include tissue necrosis, intact 
peripheral pulse, elevated serum lactate, association with 
vasospastic disorders and multi‑organ failure. This is 
attributed to the pro‑thrombotic state of DIC, which leads 
to widespread microvascular thrombosis.[2] Common 
pathogens responsible for PF include Meningococci, 
Pneumococci, Staphylococci, Klebsiella and Enterococci.[3] 
S. pyogenes the causative organism in our case has not 
been reported till now in the literature.

Awareness of this clinical condition will help in the 
prompt recognition, early administration of treatment to 
prevent the spread of gangrenous areas and avoidance of 
expensive investigations like angiography or unwanted 
surgical procedure in the critically ill patient. Aggressive 
resuscitation using IV fluids, vasopressor infusions, 
correction of acid‑base and electrolyte imbalance and 
mechanical ventilation can stop the spread of gangrenous 
area along with rapid recovery. Mortality associated with 
SPG can be reduced by early recognition and administration 
of culture sensitive antibiotics. Although heparinization is 
associated with thrombotic (peripheral gangrene) as well as 
bleeding tendencies (consumptive coagulopathy), posing 
therapeutic dilemma, it remains the mainstay of treatment 
to control thrombosis.[4] Amputation of gangrenous areas is 
deferred till the general condition of the patient improves, 
and the gangrenous area is well‑demarcated.[3] Protection 
of gangrenous extremities with antiseptic dressing, halting 
the spread and demarcation by topical nitroglycerine paste, 
phentolamine, epoprostenol or sympathetic blockade 
can be tried.[2] Novel modalities of treatment include 
plasmapheresis, papaverine, streptokinase, hyperbaric 
oxygen therapy, dextran‑40, epsilon aminocaproic acid, 
ketanserin, and hirudin.[1,3,5‑7]
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Congenital lobar 
emphysema: Intubation 
and ventilation strategies 

Sir,
The case report entitled “congenital lobar emphysema: 

A modified approach to anesthetic management” by 
Nandihalli et al.[1] made for interesting reading. Tracheal 
intubation at the time of anesthetic induction and the 
subsequent ventilation strategies are the cornerstone of 
successful anesthetic management of such cases and may 
influence the outcome. We would like to make certain 
observations on the described management of this case.

In the abstract, they have written that they adopted 
gentle manual ventilation maintaining the airway 
pressure before thoracotomy as described by Cote and 
Payne et al. This fact has been repeated in the discussion 
section also. In the case report, it has been mentioned 
that deliberate endobronchial intubation was performed 
and intermittent positive pressure ventilation  (IPPV) 
was carried out using low tidal volumes  (4–6  ml) on 
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pressure regulated volume control mode. Later on they 
went on to conclude that “if IPPV is necessary, gentle 
manual ventilation or pressure controlled ventilation 
with a pressure limit of 20–25 cm of H2O can be carried 
out until thoracotomy”. To us it is not clear actually 
which ventilation mode was applied. We would also 
like to know the names of the breathing circuit and the 
anesthesia workstation that was used to manage this case 
because that will give a clue to the method employed.

Deliberate endobronchial intubation using a tracheal 
tube is described in literature. However, some important 
measures from the safety point of view should be kept in 
mind. In children, it is suggested to use a tracheal tube 
0.5–2.0 mm smaller in diameter than recommended for 
the particular patient.[2] Their patient was somewhat 
older at presentation as he was symptom free till the age 
of 9 months and a tube of 4.5 mm internal diameter was 
used. Another issue that should be kept in mind with 
right endobronchial intubation is the possible blockage 
of the right upper lobe bronchus by the tube.

Different ventilation strategies for management of such 
cases are well known. There is nothing new in their 
description of endobronchial intubation, gentle manual 
ventilation or pressure regulated volume controlled 
ventilation that has been already described in literature.[3] 
So, it is not clear what modification was employed in their 
management as suggested by the title of the case report.
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Methylmalonic 
acidemia and diabetic 
ketoacidosis: An unusual 
association

Sir,
We read with interest the recently published article 

“methylmalonic acidemia  (MMA) mimicking diabetic 
ketoacidosis  (DKA) and septic shock in infants” by 
Saini et  al.[1] and would like to make some important 
comments.

Methylmalonic acidemia commonly presents as acute 
metabolic decompensation with hypoglycemia.[2] MMA 
manifesting as hyperglycemia or DKA is rare, only 
nine cases have been reported till date including one by 
Saini et al.[1] Boeckx and Hicks[3] for the first time reported 
a female neonate with severe and persistent metabolic 
acidosis and hyperglycemia, despite large doses of 
insulin, who had increased methylmalonic acid levels 
in urine, but she died before any further investigations. 
Mathew and Hamdan[4] reported a newborn girl with 
transient diabetes mellitus in association with MMA, and 
she died at the age of 6 months. Another interesting case 
was described by Abramowicz et al.[5] with a  mut0 form of 
MMA with complete absence of pancreatic β cells causing 
insulin‑dependent diabetes mellitus (IDDM). Ciani et al.[6] 
reported a case of late‑onset MMA in a 12‑year‑old female 
who presented with vomiting, fever, bronchopneumonia 
and coma associated with hyperglycemia, ketoacidosis, 
and hyperammonemia. She was misdiagnosed as a case 
of IDDM and died 3 days later despite receiving insulin. 
Filippi et al.[7] reported a newborn suffering from acute 
neonatal‑onset MMA presented with dehydration, 
ketoacidosis and hyperammonemia and insulin‑resistant 
hyperglycemia and later on died. A 13‑month‑old girl 
was presented with DKA and later on diagnosed as 
MMA.[8] Imen et al.[9] reported a 14‑month‑old male child 
who presented with an acute generalized dystonia and 
lethargy. Investigations revealed hyperglycemia, lactic 
acidosis, hyperammonemia, and increased urinary 
methylmalonic acid, tiglylglycine and methylcitrate 
leading to the diagnosis of MMA. With symptomatic 
treatment, there was rapid improvement in general 
condition, consciousness and gradual normalization 
of glucose after 6  days without using insulin. Sharda 
et al.[10] reported a 13‑month‑old boy who presented with 
vomiting, dehydration, coma, hyperglycemia, high anion 
gap metabolic acidosis (HAGMA) and ketosis. He was 
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