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formation.[2] Our patient had a history of nasal bleeding. 
It is plausible that he either aspirated blood or sustained 
tracheal injury during intubation, leading to local bleeding 
and pooling of blood in the dependent part of the ETT in 
supine position and clot formation. Surgical positioning and 
positive pressure ventilation led to distal clot migration and 
obstruction. Catheter advancement probably created a new 
channel for air passage through the clot or between the clot 
and ETT, improving ventilation. The waxing and waning 
of airway resistance occurred due to distal displacement 
and movement of clot in its vertical axis, leading to opening 
and closing of air channels. Later, the clot migrated and got 
impacted, completely blocking both the tip and Murphy’s eye 
of the ETT impeding ventilation.

Previous reports of blood clot-induced ETT obstruction 
describe inability to advance a catheter through the ETT.[1,3] 
In our case, the catheter could be negotiated through ETT 
initially because of partial block. Therefore, while inability 
to advance a catheter beyond the tube tip may indicate 
intraluminal obstruction, the ability to advance it does not 
exclude obstruction, especially when the obstruction is partial. 
It may be prudent to use a fiberoptic bronchoscope as a 
diagnostic aid for early assessment of an adverse respiratory 
event in an intubated patient.
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Cardiac arrest associated with 
ranitidine and ondansetron 
combination in day care 
gynecologic surgery

Sir,
Day care surgery has become increasingly popular because 
of its cost-saving potential. However, the occurrence of 
post-operative nausea and vomiting (PONV) can delay 
patient discharge. Ranitidine and ondansetron are commonly 
used as a premedication to reduce the chances of PONV. 
Herein, we present a case to emphasize a rare but serious 
cardiovascular side-effect probably caused by ranitidine and 
ondansetron combination.

A	38-year-old	 female	 patient	 was	 admitted	 for	medical	
termination of pregnancy and laparoscopic tubal ligation 
in day care surgery unit. Her pre-anesthetic check-up was 
normal. All routine investigations were in normal limits 
and electrocardiography (ECG) showed a sinus rhythm. 
Pre-operatively	her	heart	rate	was	82	beats/min	and	blood	
pressure	 120/76	mmHg.	Patient	was	 pre-medicated	with	
ranitidine	 50	mg	 intramuscularly	 45	min	 before	 surgery.	
In operating room, all standard monitoring were attached. 
Before administration of ondansetron, heart rate and 
blood	pressure	were	76/min	and	116/80	mmHg.	She	was	
given	 ondansetron	 4	mg	 intravenously,	 slowly	 over	 30	 s.	
However	within	30	s	of	administering	the	drug,	she	became	
unresponsive to stimuli, apneic and ECG showed flat line 
and no peripheral or central pulse could be palpated. Cardio 
pulmonary resuscitation (CPR) was started. Immediately, 
we	intubated	the	trachea	with	7.5	mmID	cuffed	endotracheal	
tube.	Within	2	min	of	CPR	and	administration	of	atropine	
0.6	mg,	there	was	return	of	spontaneous	circulation	and	the	
monitor showed a normal sinus rhythm with a heart rate of 
96/min	and	blood	pressure	132/80	mmHg.	Subsequently,	
spontaneous	respiratory	efforts	returned	in	the	next	2	min.	
After	observing	her	for	another	5	min	and	ascertaining	that	
she had adequate spontaneous respiratory efforts and oxygen 
saturation, trachea was extubated. She was awake, oriented, 
with no neurological deficit and had stable hemodynamics. 
Surgery	was	performed	after	48	h	and	was	uneventful.	This	
time however she was pre-medicated with i.v. metoclopramide 
10	mg	1	h	prior	to	the	procedure.

The maximum effect of intramuscularly ranitidine occurs 
approximately	 after	 45	min	 and	 this	 is	 the	 time	when	we	
administered ondansetron i.v., so it is presumed that it may 
be due to combined effect or ondansetron alone. Ondansetron 
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has rare cardiovascular adverse effects such as atrial fibrillation, 
bigeminy, sinus bradycardia, ventricular tachycardia, QT 
prolongation, cardiac arrest.[1,2] Bradycardia and cardiac 
arrest (asystole)[3] is also reported with ranitidine.

The adverse cardiac effects of ranitidine may be due to H2 
receptor antagonism in coronary smooth muscle, through 
vasoconstriction or a rise in plasma histamine levels.[4] Other 
mechanisms may include a cholinergic action mediated by 
cholinesterase inhibition.

Ondansetron	has	submicromolecular	affinity	for	K	+	channels	
encoded by “human ether-a go-go related gene,” which is possibly 
responsible for the prolongation of cardiac repolarization, thus 
resulting in conduction disturbances like QT/QTc interval 
prolongation.[5]	Presence	of	5-	hydroxytryptamine	(5-HT)	
receptors in left ventricle usually precipitate the von Bezold 
Jarisch	reflex	and	use	of	5-HT3 antagonist usually block this 
effect. However, the cardiovascular effect of ondansetron will 
depend on pre-existing serotonergic activity in both arms of 
the autonomic nervous system. The additional finding that this 
hemodynamic response was reversed by atropine emphasizes 
its likely parasympathomimetic origin.

The mechanism of cardiac arrest in this case is not clear either it is 
due to the combination of drug or ondensetron alone. Ondansetron 
and ranitidine both can cause bradycardia and cardiac arrest, so 
one should be careful when using the combination of two drugs.
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Patent ductus arteriosus 
ligation: Do not take it easy

Sir,
Ligation of patent ductus arteriosus (PDA) is one of the 
simplest cardiac surgery performed with negligible incidence 
of complications. [1]	We describe a case of severe laryngospasm 
followed by acute ventricular dysfunction during the immediate 
post-operative	periodinan	8-month-old	infant	who	underwent	
PDA ligation.

An	8-month	old	infant	weighing	5	kg	was	diagnosed	to	have	
a	 large	PDA	of	5	mm	 size	with	 left	 to	 right	 shunting	 and	
gradient	of	18/2	mm	Hg	on	2D	transthoracic	echocardiography	
as the sole cardiac problem. A plan for direct ligation of the 
PDA through the left thoracotomy was made. Pre-operatively, 
the only abnormal finding was a continuous murmur on his 
left second intercostals space. Anesthesia management was 
as per the standard protocol in our institute. His airway 
was	 secured	with	 an	 uncuffed	 4.5	 size	 endotracheal	 tube.	
The procedure went uneventful and the blood pressures 
were	maintained	 between	 systolic	 85-90	Hg	 and	diastolic	
of	50-60	mmHg.	Arterial	blood	gas	was	normal	except	 for	
an increase in PaCO2	(45	mmHg),	which	was	managed	by	
adjusting the ventilator settings and endotracheal suctioning. 
Trachea	was	extubated	at	1st post-operative hour and he had 
a	normal	arterial	blood	gas	at	30	min	post-extubation.	At	2nd 

h post-extubation, he developed severe laryngospasm. At this 
time, arterial blood gas showed PaCO2	of	 65	mmHg.	His	
airway was secured immediately and the child was mechanically 
ventilated. Chest- X ray revealed gross cardiomegaly, which was 
not present in the pre-operative and immediate post-operative 
period.	[Figures	1and	2]	A	2-D	transthoracic	echocardiogram	
revealed the presence of ventricular dilation and dysfunction. 
An additional arterial line was inserted in the right radial artery 
to rule out any possibilities of missed coarctation of the aorta. 
Injection	dobutamine	was	started	at	a	rate	of	5	mickg/min	to	
maintain hemodynamic. The child was gradually weaned off 
from	the	ventilator	after	24	h	and	extubated	after	obtaining	a	
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