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Lignocaine toxicity from 
topical anaesthesia of 
airway during awake 
fibreoptic intubation
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Sukhen Samanta2

Awake fibreoptic intubation (AFI) employs a combination 
of nebulised local anaesthetics (LAs) and nerve and 
translaryngeal blocks to increase the patient’s comfort 
and acceptability during the procedure. However, 
application of LA at sites with high absorption potential, 
carries the hazard of toxicity. We describe a case where 
a patient undergoing AFI developed lignocaine toxicity 
during the procedure.

A 48‑year‑old male patient (ASA I, 65 kg) with C1‑C2 
and C3‑C4 prolapsed intervertebral disc (PIVD) with 
quadriparesis was posted for cervical discectomy 
and laminectomy. We planned to secure the airway 
through AFI. After pre‑medicating the patient with 
injection glycopyrrolate (0.2 mg) and injection fentanyl 
(100 mcg), the patient was nebulised with 4 ml of 4% 
lignocaine (160 mg) for 10 minutes. Bilateral superior 
laryngeal nerves blocks (bilaterally) and translaryngeal 
block was then administered using 2 ml lignocaine at 
each point (total 120 mg of lignocaine), after confirming 
negative aspiration of blood. The fiberscope, mounted 
with a 8.5 mm flexomettalic endotracheal tube (ETT), 
was navigated to reach up to the carina and the ETT 
was manipulated inside the trachea, within 5 minutes 
of the blocks. As the tube was being pushed beyond 
the glottis, the patient complained of dizziness. Within 
moments he developed involuntary movements, which 
progressed to frank seizures. As the airway was already 
secured, we immediately inserted a Guedel’s airway to 
prevent tube biting, and the patient was given a 4 mg 
bolus of midazolam followed by 250 mg of thiopentone 
and was hyperventilated with 100% oxygen. The 
seizures terminated after 1 minute. No arrhythmias 
were noted and after the vital signs normalized, the 
surgery was allowed to proceed. Post‑operatively, the 

patient was kept intubated for overnight ventilation and 
was extubated safely the next day without any residual 
neurological deficit.

The patient did not have any previous history of 
seizures or visible mucosal ulcerations and based on 
the close temporal association and lack of any other 
specific reasons, lignocaine toxicity was postulated as 
the cause. Local absorption of lignocaine can produce 
toxic effects on the cardiovascular and neurological 
system (more pronounced in children) when more than 
recommended dose (4.5 mg/kg) is administered.[1] Our 
patient had received a total of 280 mg of lignocaine 
and assuming that only 8‑12% of the drug reaches the 
airway due to wastage[2] the total dose administered 
was definitely within safe limit. Development of toxicity 
could thus be attributed to factors like tissue vascularity, 
site and techniques of application. The high vascularity 
of pharyngeal and tracheal mucosa increases the 
propensity of rapid LA absorption. Absorption from 
tracheobronchial tree is rapid and blood levels similar 
to intravenous administration may result.[3] Besides, the 
use of glycopyrrolate as an anti‑sialogogue also increases 
the risk of elevated plasma levels of LA due to enhanced 
absorption.[4] Development of toxicity depends upon a 
critically balanced rate of absorption and metabolism[1] 
and since hepatic first pass effect is absent, this balance 
was tilted and toxic levels were attained. Metallic taste 
and circumoral tingling, which are the initial symptoms 
of developing toxicity,[5] may have been masked in our 
case due to the effect of nebulised LA. Clinicians should 
thus be aware of this probable hazard while performing 
AFI and should be extra cautious in paediatric, geriatric, 
hepatically or renally impaired patients and those with 
mucosal ulceration and low seizure threshold. The 
so‑called ‘safe dose’ can be misleading in these patients 
and toxicity might occur at doses much less than the 
postulated toxic dose. Piercing a vessel and intravascular 
injection is an inherent risk to all injection procedures. 
Needle aspiration might not be ‘fool proof’ if the needle 
is in a small vein with lesser than the required pressure 
to cause venous blood flow in the needle hub[6] making 
intravascular injection a possibility, even with negative 
aspiration. Repeated aspirations while injecting might 
prevent some of these complications. Respiratory 
depression (from sedative premedications) causing 
hypercarbia and acidosis can also lead to decrease in 
the threshold of toxicity of LA.[7] Vigilant monitoring for 
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prompt diagnosis and proper resuscitation equipment 
at hand for effective management are the keys to avoid 
disaster.
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Postoperative seizures: 
A manifestation of 
preoperative fasting

Surya Kumar Dube, S. Sanjeev Kumar1, 
Gyaninder Pal Singh

A 29‑year‑old, American Society of Anesthesiologist (ASA) 
grade I male patient weighing 48 kg presented with 
post‑traumatic low backache. There was no history of 
any respiratory, cardiovascular or neuro‑psychiatric 
abnormality or any known drug allergy. Routine 
blood investigations, electrocardiogram (ECG) and 
chest X‑ray were within normal limits. The patient was 
diagnosed to have L3‑L4 and L4‑L5 disc prolapse and 
was posted for L 3‑4, L 4‑5 discetomy and posterior 
fixation under general anaesthesia (GA). During the 
pre‑anaesthetic check‑up visit, the patient was advised 
preoperative fasting for 8 hours, as per the ASA task 
force recomendations[1] and was pre‑medicated with 
intramuscular glycopyrrolate (0.2 mg) 30 minutes prior 
to surgery. The patient was scheduled to be the second 
case in the routine operation list.

In the operating room (OR), routing monitoring using 
pulse oximeter, ECG and non‑invasive blood pressure 
was started. GA was induced with propofol 2 mg/kg and 
fentanyl 2 µg/kg followed by tracheal intubation with 
an 8.5‑mm PVC endotracheal tube after administering 
rocuronium 1 mg/kg. The position of the tracheal tube 
was confirmed by auscultation and with a sustained 
capnogram. GA was maintained with sevoflurane 
(0.8‑1.0 MAC) in a mixture of nitrous oxide and oxygen 
(2:1 ratio) along with intermittent boluses of vecuronium 
and fentanyl. Intraoperative fluid used was ringer lactate. 
The surgery lasted for 3 hours and the intraoperative 
course was uneventful. At the end of the procedure, 
neuromuscular blockade was reversed with neostigmine 
and glycopyrrolate and the trachea was extubated 
after the patient was awake and breathing adequately. 
The patient was then shifted to recovery room for 
observation. In the recovery room the patient was awake 
with stable haemodynamic parameters but was drowsy. 
After 15 minutes of recovery room admission the patient 
had generalised tonic clonic seizure (GTCS) with loss 
of consciousness . Immediately the patient’s airway 
was secured and midazolam 2 mg was administered 
intravenously to control GTCS. The arterial blood gas 
analysis (ABG) of the patient did not reveal any blood 
gas or electrolyte abnormality. However, the patient’s 
blood sugar was found to be 54 mg/dl. Immediately 
50% dextrose (2 ml/kg) was administered to the patient 
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