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Letters to Editor

myocardial infarction and pulmonary embolism were 
kept in mind. Finally, investigations and inquiry to staff 
nurse helped us to conclude this serious condition was 
due to inj. ranitidine given in the recovery room. The 
skin and intra-dermal tests confirmed the diagnosis. 
Ranitidine may induce immunoglobulin-mediated 
anaphylaxis but also non-immunological mechanisms 
may be involved in hypersensitivity reaction.

Recording in anaesthesia notes and preserving records 
for further reference is necessary. Educating the 
patients and their relatives about anaphylaxis to a 
drug is very important. 

Documenting the allergy or sensitivity to specific drugs 
by use of electronic medical records can prevent such 
hypersensitivity to the same drug and these records 
become ubiquitous.[5]

Clinicians should be aware of possible life-threatening 
adverse reactions and must be cautious while 
administrating H2R antagonist to prevent anaphylactic 
reaction.
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Rate of administration of 
intravenous ondansetron

Sir,

Ondansetron, a selective 5- HT3 receptor antagonist, 
is a popular drug for prevention and treatment of 
postoperative nausea and vomiting (PONV) because 
of its efficacy, safety and lack of drug interactions. 
Although rare, cardiovascular adverse effects such 
as sinus bradycardia, atrial fibrillation, prolongation 
of QTc interval and fatal ventricular tachycardia 
have been reported following administration of 
ondansetron.[1-4] A case of severe bradycardia with 
respiratory arrest and loss of consciousness has been 
described.[5] Most of the case reports regarding serious 
adverse effects, including that reported in Indian 
Journal of Anaesthesia by Sahu et al.,[4] do not describe 
the rate at which ondansetron had been administered 
to the patient. It is not uncommon for residents to 
administer ondansetron as a bolus perioperatively. 
Not many clinicians are aware that ondansetron 4 to 
8 mg iv should be administered over 2 to 5 min [6] and 
certainly not as a bolus or in less than 30 s. Perhaps 
slow administration of ondansetron as recommended 
over 2-5 min would decrease the incidence of 
potentially life-threatening adverse effects associated 
with ondansetron.
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Lignocaine toxicity after anterior 
nasal packing

Sir,

A 26 year old male with acute epistaxis was planned 
for anterior nasal packing under local anaesthesia. 
He was weighing 50 kg with no past significant 
medical and surgical illness. Anterior nasal packing 
was done with Lignocaine soaked pack (5 ml of 4% 
Lignocaine). About 1 minute after application of 
the pack, the patient developed perioral numbness, 
restlessness and ultimately generalized tonic-
clonic seizures. Immediately, he was diagnosed as 
Lignocaine toxicity and resuscitation was started 
with Oxygen via face mask and Midazolam 3 mg 
was given intravenously. The seizure subsided 
after Midazolam injection and the patient remained 
haemodynamically stable. Laboratory tests 
were normal except for mild metabolic acidosis. 
Electroencephalography and a computerized 
tomography scan revealed no abnormalities. No 
neurological sequelae were noted.

Lignocaine is used widely for pain relief as a 
local anaesthetic and in nasal packing. Local use 
of Lignocaine can have severe toxic effects on the 
cardiovascular and neurological systems. Most of 
these have been seen in young children who were 
given doses higher than recommended for local use.[1] 
Lignocaine is mostly (70%) eliminated through 
liver. Animals with experimentally produced 
hepatic damage are much more susceptible to the 
toxic actions of Lignocaine[2] and the chances of 
toxic reactions are maximum when there is both, 
hepatic and renal impairment.[3] However, in this 
patient, both the liver and kidney functions were 
normal.

The recommended single parental adult dose of 
Lignocaine is 4.5 mg/kg. In this patient 5 ml of 4% 
Lignocaine (200 mg) was used, that is within the 
safe maximum level. Toxicity depends largely on the 
balance between the rate of absorption and the rate of 
metabolism.[1] In this way, the absorption of Lignocaine 
from the nasal mucosa may be higher due to absence 
of hepatic first pass effect. In addition, the absorption 
may be more rapid because of the rich vascular supply 
in the nasal mucosa despite incomplete and variable 
absorption in this route.[4] Addition of vasoconstrictors 
decreases systemic absorption and higher doses can be 
used safely.

In this case, the close temporal relationship, the lack 
of previous or subsequent seizures strongly suggests 
that Lignocaine was responsible for the seizure 
in this patient. So, we concluded that for anterior 
nasal packing with local anaesthetics in patients 
of actively bleeding epistaxis, the risk of potential 
toxicity of Lignocaine should be kept in mind, and 
it should be done under close monitoring, and if 
such complications do arise, prompt diagnosis and 
intervention can save patients.
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