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Glukoz-6-Fosfat Dehidrogenaz Eksikliği Taşıyıcısında Eltrombopag Yanıtlı İmmün Trombositopeni 
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To the Editor,

Eltrombopag, a thrombopoietin mimetic peptide, may provide 
excellent clinical efficacy in steroid-refractory patients with 
immune thrombocytopenic purpura (ITP) [1,2]. Eltrombopag 
is generally well tolerated. However, its use in the particular 
setting of glucose-6-phosphate dehydrogenase (G6PD) and 
history of acute hemolytic anemia (AHA) has not been reported 
so far. A 51-year-old female was diagnosed as having ITP in 
September 2014. She was not taking any medication and her 
past history was negative, apart from having been diagnosed 
a carrier (heterozygous) of G6PD deficiency (Mediterranean 
variant) after a familial screening by molecular and biochemical 
methods. She presented with only slightly reduced (about 50%) 
enzyme level, belonging to World Health Organization-defined 
class 3 [3,4]. In the following years, the patient experienced some 
episodes of AHA, which were managed at outside institutions; 
in particular, a severe episode of AHA, probably triggered by 
urinary infection and antibiotics [5], had complicated her 
second and last delivery. The hemolytic episodes were self-
limiting and resolved without sequelae. No other causes of 
hemolysis were documented. When the case came to our 
attention, a diagnosis of ITP was made; hemolytic parameters 
were normal, although the G6PD enzyme concentration was 
not measured. Oral prednisone (1 mg/kg) was given with only 
a transient benefit. The patient was then a candidate for 
elective splenectomy. However, given her extremely low platelet 
count, she was started in October 2014 on eltrombopag at 50 
mg/day as a bridge to splenectomy. Given that, to the best of 
our knowledge, the use of this drug has never been reported 
in the particular setting of G6PD deficiency, the patient was 
constantly monitored. A prompt platelet increase (178x109/L) 
was observed 1 week after the start of treatment. After she 
achieved the target platelet count, the dose of eltrombopag was 
tapered to the lowest effective dose. The patient’s response was 
stabile while she remained on a dose of eltrombopag between 
25 and 50 mg/day without any adverse events; in particular, no 
variations of hemolytic parameters were observed. As of today, 
after 6 months of continuous eltrombopag administration, the 
patient has constantly maintained the target platelet counts 
and she is awaiting elective splenectomy. According to our 

knowledge, we report for the first time the evidence regarding 
the safe use of this thrombomimetic agonist, which provided 
an excellent treatment outcome without any adverse effects, 
in a steroid-refractory adult ITP patient at risk of drug-induced 
AHA as a G6PD-deficient heterozygous carrier. G6PD deficiency 
is an X-linked, hereditary genetic defect [2,3,4] for which 
heterozygous women, who are usually asymptomatic, have a 
mosaicism of normal and G6PD-deficient erythrocytes. Given 
the possible decreased amount of G6PD enzyme, although 
exceptional and only under particularly stressing conditions, 
such as urinary tract infections and/or the use of certain 
antibiotics such as nitrofurantoin, AHA may occur [5]. Although 
our report, being limited to a single patient, is purely anecdotal, 
considering the high prevalence of G6PD deficiency and the 
increasing use of thrombomimetic drugs, further collection of 
such cases would be very useful to determine the complication 
risks associated in this setting with the use of thrombopoietin 
agonists. 
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To the Editor,

Wernicke’s encephalopathy (WE) is a life-threatening disease 
with acute onset, resulting from thiamine deficiency. Causes 
are alcohol intake, malnutrition, gastric bypass surgery, 
human immunodeficiency virus infection, total parenteral 
nutrition (TPN), chronic dialysis, and cancer [1]. WE may cause 
neurological symptoms such as nystagmus, ophthalmoplegia, 
ataxia, confusion, convulsions, delirium, coma, and acute 
psychoses [2].

An 18-year-old female patient with refractory acute myeloid 
leukemia (AML) was given FLAG-IDA (fludarabine, cytosine 
arabinoside, idarubicin) chemotherapy protocol. As she 
developed typhlitis, oral intake was stopped; broad-spectrum 
antibiotics and TPN without any vitamin supplementation 
were started. She developed a fixed look to a point, chin and 
upper extremity spasms, and urinary incontinence on the 38th 
day of chemotherapy. Neurological examination showed non-
lateralization, bilateral light reflexes were +/+, verbal stimuli 
were negative, and the reflex response to painful stimuli was 
positive. Laboratory results showed hemoglobin of 7.2 g/dL, 
leukocytes of 3380/mm3, neutrophils of 2890/mm3, platelets of 
48,000/mm3, and normal blood biochemistry. The level of serum 
thiamine could not be measured, because the laboratory did not 
have the capabilities to measure it. Brain diffusion MRI showed 
increased signal intensity in the medial thalami (Figure 1). The 
patient was diagnosed with WE. She was given 1500 mg/day 

thiamine i.v. for 3 days and 250 mg/day thiamine i.v. for another 
5 days. On the fourth day of thiamine infusion, her general 
condition began to improve and she started giving one-word 
responses to verbal stimuli. Her convulsions disappeared and she 
started to form short sentences and walk without assistance; 
she was discharged on the 30th day of thiamine replacement 
therapy. Currently, 2 years have passed since the WE and the 
patient is in complete hematologic remission.

Figure 1. Coronal T2-weighted image shows symmetrical, weak, 
and limited increased signal intensity in the medial thalami and 
in the third ventricle-facing surface.


