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serum	 ferritin	873	ng/mL,	 serum	 iron	175	µg/dL, total 
iron‑binding	capacity	258	ng/mL	and	transferrin	saturation	
55%,	serum	calcium	7.7	mg/dL,	phosphorus	5.2	mg/dL,	
alkaline	phosphatase	465	U/L,	 parathormone	256	pg/
mL,	and	lactate	dehydrogenase	125	IU/L.	There	were	no	
hemoparasites. Serum electrophoresis had not revealed 
monoclonal spike. There was no serologic evidence of viral 
infections such as hepatitis B or C, and HIV. He was transfused 
with	two	units	of	blood	and	the	dose	of	EPO	was	increased	
to	75	IU/kg/per	dose	thrice	a	week,	for	subcutaneous	use.

During	 the	 next	 few	weeks,	 the	 patient’s	 hemoglobin	
level continued to decline and he required repeated blood 
transfusions.	EPO	was	stopped	in	the	1st week of October 
2002. A bone marrow aspiration and trephine biopsy 
was	carried	out.	It	revealed	scanty	(<5%)	erythroblasts,	
prominent myeloid precursors, and normal megakaryocytes. 
Fat	spaces	and	stromal	fragments	were	prominent.	Perls’	
stain	 showed	 increased	 iron	 stores.	Parvovirus	 serology	
was	not	performed.	With	a	suspicion	of	PRCA,	anti‑EPO	
antibody was investigated by radioimmunoprecipitation 
assay.	 It	was	 positive	with	 8.2%	 cpm	 (normal	 value	 
<	0.6%	cpm).	He	was	initiated	on	prednisolone	(1	mg/
kg/day) and cyclosporine (5 mg/kg/day). The hemoglobin 
was	6.2	g/dL.	Over	the	next	3	weeks,	 there	was	no	fall	
in hemoglobin and after the 4th week, there was a rise in 
hemoglobin	to	7.1	g/dL.	In	January	2003,	the	hemoglobin	
was 9.7 g/dL. The patient was not transfused after the 
start of immunosuppression. Cyclosporine was stopped in 
December 2005 and prednisolone in October 2006.

In	June	2011,	he	was	diagnosed	and	treated	for	tuberculous	
pleural effusion on the right side. In September 2011, the 
patient’s hemoglobin was 6.5 g/dL. The iron studies were 
normal,	 a	 repeat	 anti‑EPO	antibody	was	negative,	 and	
bone marrow aspiration and trephine biopsy was normal. 
He was started on darbepoeitin 25 mcg once a week. The 
hemoglobin improved and stabilized at 10 g/dL.

The	patient	had	several	features	that	suggested	PRCA.[1] 
There	was	a	drop	in	hemoglobin	at	approximately	1	g/dL	
per week, no major decrease in leukocyte and platelet 
counts was found, absolute reticulocyte count was low, 
and scanty erythroblasts with normal cellularity of myeloid 
series	 and	 the	 presence	 of	 anti‑EPO	 antibodies	were	
found.	We	hence	present	successful	10‑year	survival	of	
first	reported	patient	with	EPO‑induced	PRCA	from	India.
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Need for parenteral 
pyridoxine: A clarion call
Sir,
We read the article by Sridhar et al,[1] with great interest. 
The authors had rightly pointed out that time is of 
the	 essence	 in	 treating	 patients	with	 Isoniazid	 (INH)	
toxicity.	In	recent	times,	we	have	witnessed	an	increased	
incidence	of	acute	INH	toxicity	because	of	the	resurgence	
of	 tuberculosis.	 Interestingly,	 INH‑induced	 seizures	 do	
not receive due attention in differential diagnosis in the 
emergency room. Though refractory to conventional 
anticonvulsant, these seizures respond well to parenteral 
pyridoxine.	 Unfortunately,	 intravenous	 pyridoxine	
preparations are not freely available in India. Healthcare 
providers	 should	 consider	using	oral	pyridoxine	 tablets	
through	the	nasogastric	(Ryles)	tube	when	the	intravenous	
preparation is not available.[2] It is rapidly and completely 
absorbed	 from	 the	GI	 tract,	with	 peak	 plasma	 levels	
achieved within 20 min after ingestion. However, in the 
case reported,[1]	 pyridoxine	 tablets	were	 not	 effective	
because the patient was hemodynamically unstable. In 
shock states, blood flow is diverted toward the vital organs; 
this shunting of blood reduces absorption of drugs from 
the intestines. Furthermore, the use of vasopressors and 
activated charcoal will also reduce absorption.

Short	half‑life	of	INH	and	the	prompt	response	to	pyridoxine	
might mitigate the need for dialysis for clearance of the 
drug. Forced alkaline diuresis is another alternative in those 
with preserved renal function.[3]
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With the increased incidence of tuberculosis, more patients 
will	be	treated	with	INH,	leading	to	an	anticipated	steady	
increase	 in	 the	 incidence	of	 INH	overdose.	This	 report	
highlights the potentially disastrous repercussions of a 
poisoned patient and shows the importance of parental 
preparation	of	 pyridoxine	 to	manage	a	 significant	 INH	
overdose. It is important that professional bodies of 
emergency	medicine	and	clinical	toxicology	recommend	
and	enforce	on	the	availability	of	parenteral	pyridoxine	in	
all centers providing emergency services.[4]

From	 the	 viewpoint	 of	 patient	 safety,	 the	 “4	 R	 rule”	
should be remembered: recall less common or uncommon 
conditions and differentiate one from the other during 
emergencies, recognize specific conditions based on clinical 
and/or laboratory data, respond with pharmacological 
antidote (if available) and supportive measures as per 
need, and refer to higher/specialized centers early.
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