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Sub dural hematoma due to 
long term carbamazepine 
therapy

Sir,
Epilepsy is a common chronic neurological disorder 
characterized by recurrent unprovoked seizures. Epilepsy 
is more common in young children and people over the age 
of	65	years;	however	any	age	group	can	be	affected.[1] We 
are	reporting	a	case	of	40-year-old	female	patient	with	loss	
of consciousness following fall from bed. She was a known 
case	of	epilepsy	for	last	14	years,	for	which	she	was	taking	
Carbamazepine. The patient arrived in an emergency room 
with	Glasgow	coma	score	3	(GCS	3)	(E1V1M1).	Pulse	
rate	 70/min,	 blood	 pressure	 114/70	mmHg,	 respiratory	
rate	8/min	and	euthermia.	Her	right	pupil	was	dilated	and	
sluggish reacting to light and left pupil was dilated and 
nonreacting. The patient’s trachea was intubated, and 
mechanical ventilation was initiated. Her routine blood 
investigations were sent, and noncontrast computed 
tomography (CT) scan of the head was done. CT the scan 
has revealed large right sided temporo-parietal subdural 
hematoma	(SDH)	[Figure	1].	Routine	blood	investigation	
revealed	 hemoglobin	 of	 8.5	 g/dL,	 total	 leucocyte	 count	
3400/mm3, differential leukocytes count P20L78E2M0 and 
platelet	 count	 30,000/mm3 only. Peripheral blood smear 
showed large erythrocytes and paucity of platelets and 
granulocytes and few reticulocytes. International normalized 
ratio	 of	 the	 patient	 was	 1.56.	Patient	 was	 taken	 up	 for	
emergency burr hole SDH evacuation after administration 
of platelets and fresh frozen plasma. Further bone marrow 
aspiration and biopsy were done which showed a hypo-
cellular bone marrow, with normal myeloid, erythroid 
ratio and megaloblastic red cell precursors. The patient's 
GCS gradually improved and was further shifted to ward. 
Carbamazepine is an established medication for seizures and 
is well tolerated by most of the patients, though the side-effects 
associated with carbamazepine therapy is not uncommon, but 
they are rarely serious even with long-term therapy. Aplastic 
anemia is a very rare side effect.[2] Carbamazepine therapy 
is associated with a nine fold increased risk of aplastic 
anemia.[3] Acute bone marrow suppression with leukopenia 
and thrombocytopenia is associated with carbamazepine 
therapy and it most often occurs within 3-4 months of 
initiation of treatment. We have ruled out most of the known 
causes of acute bone marrow suppression in our patient and 
drug induced myelo-suppression came to us as the most likely 
cause of pancytopenia, leading to SDH. The mechanism 
of bone marrow suppression due to carbamazepine therapy 
has not been clearly established. Aplastic anemia is an 

idiosyncratic, nondose-related side-effect of carbamazepine.[2] 
Aplastic anemia occurs rarely but is potentially fatal, and 
therefore diligent monitoring of hematologic function is 
indicated. Once seizures are controlled, plasma levels of 
carbamazepine should be measured to establish optimum 
levels for individual patients being treated with this drug.[2] 
US Food and Drug Administration recommends complete 
hematological evaluation as a baseline in patients who 
are planned for carbamazepine therapy.[4] If a patient in the 
course of carbamazepine therapy exhibits low or decreased 
white blood cell or platelet counts, the patient should be 
monitored closely, or drugs should be switched over to other 
class of antiepileptic drugs. Discontinuation of the drug 
should be considered if any evidence of significant bone 
marrow suppression develops.[5] The patients who are on 
carbamazepine therapy should have baseline hematological 
investigations and must be repeated on regular follow-ups.
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Figure 1: Computed tomography scan of patient with arrow showing location 
of sub dural hematoma
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Anesthesia in a patient with 
Gitelman syndrome

Sir,
Gitelman syndrome (GS) is an autosomal recessive renal 
disorder caused by mutation of genes encoding the thiazide-
sensitive sodium chloride co-transporters and magnesium 
(Mg) channels in the distal convoluted tubule leading to 
hypokalemic metabolic alkalosis along with hypomagnesemia 
and hypocalcinuria.[1] Hereby, we describe perioperative 
management	 of	 a	 27-year-old	 female	with	GS	 presented	
for temporary ileostomy with “borderline” QT interval 
prolongation. Our search of literature did not reveal any patient 
with GS having prolonged QT interval being anesthetized 
for ileostomy.[2]

A	27-year-old	female	(45	kg	weight	and	145	cm	height)	was	
posted for temporary ileostomy for acute on chronic colitis. 
She had a recent history of generalized seizures/tetany and 
was on phenytoin sodium. On clinical examination, she 

was severely lethargic. Electrocardiography (ECG) showed 
sinus	bradycardia	with	heart	rate	44/min,	QT	interval	534	
ms	and	corrected	QT	interval	(QTc)	457	ms	(“borderline”	
QT	prolongation)	[Figure	1a].	Her	laboratory	values	were	
significant	for	hemoglobin-7.6	g%	(12-16),	serum	potassium	
(K)	2.21	mEq/L	(3.5-5.5),	serum	Mg	1.28	mg/dl	(1.8-2.5)	
with normal serum sodium (Na), serum chloride (Cl), serum 
calcium	(Ca)	and	serum	creatinine.	24	h	urinary	electrolytes	
(Ca-117	mg/24	h	[female	<250,	male	<300]	with	normal	
Na	and	K)	and	arterial	blood	gas	analysis	(pH-7.542,	pO2-
79.9	mmHg,	PaCO2-42.4	mmHg,	HCO3-35.6	mmol/L,	
base	excess:	+11.9	mmol/L)	confirmed	the	diagnosis	of	GS.	
For the next 3 days, hypokalemia and hypomagnesemia were 
corrected preoperatively by oral syrup potassium chloride and 
injection Mg sulfate intravenously (IV), respectively, along 
with tablet spironolactone. One unit of packed red cells was 
infused, also.

On the day of surgery, her blood laboratory values were 
within normal limits and normal sinus rhythm with heart rate 
100/min,	QT	interval	320	ms	and	QTc	413	ms	recorded	
on	ECG	 [Figure	 1b].	Her	 general	 condition	 improved	
remarkably.	 Injection	 ceftriaxone	 1	 g	 IV	 was	 given	 as	
antimicrobial prophylaxis.

After	 premedication	with	 fentanyl	 100	µg IV, the patient 
was given total IV anesthesia (TIVA). Induction was done 
with	propofol	100	mg	and	atracurium	30	mg	was	given	to	
facilitate endotracheal intubation and was maintained with 
propofol	 infusion	50-150	µg/kg/min along with oxygen-air 
at	a	1:1	ratio;	additional	doses	of	 fentanyl	and	atracurium	
were administered as appropriate. Standard monitors were 
applied	intraoperatively.	Surgery	lasted	for	70	min	and	1	L	
of lactated Ringer’s fluid was infused intraoperatively. At the 
end of surgery, residual neuromuscular blockade was reversed 

Figure 1: Electrocardiography. (a) Before electrolyte correction. QT interval 
(QT)‑534 ms, corrected QT interval (QTc)‑457 ms, (b) After electrolyte correction. 
QT‑320 ms, QTc‑413 ms
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