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INTRODUCTION:
Thrombocytopenia is a common hematological condition. It is 
caused by increased platelet destruction and impaired 
platelet production, mediated by autoantibodies in the 
peripheral circulation, leading to reduced platelet counts.(1) 
Conventional treatments for thrombocytopenia include 
glucocorticoids, immunosuppressants, intravenous 
immunoglobulin, or splenectomy. However, when these 
therapies do not produce satisfactory results, monoclonal 
antibodies targeting the thrombopoietin (TPO) receptor have 
emerged as a promising alternative. Eltrombopag, a TPO 
receptor agonist, has been approved for the treatment of 
chronic idiopathic (immune) thrombocytopenic purpura 
(ITP) in patients who do not respond adequately to 
conventional therapy.(4) Considering its mechanism of action 
and potential effectiveness, eltrombopag may be considered 
for use in refractory thrombocytopenia, as demonstrated in 
this  case repor t  where a pat ient  with refractory 
thrombocytopenia showed a positive response to 
eltrombopag therapy.

Case Report
A 79-year-old male patient with a previous diagnosis of 
immune thrombocytopenic purpura (ITP) was referred to the 
Department of General Medicine at Sree Balaji Medical 
College and Hospital. The patient presented with 
spontaneous gingival bleeding and a low platelet count. He 
had been diagnosed with ITP five years ago on irregular 
medication usage of steroids.

The patient had a medical history of well-controlled 
hypertension using ACE inhibitors. There was no prior history 
of bleeding problems, and his family history was 
noncontributory. On examination, the patient appeared 
moderately nourished, and vital signs were within normal 
limits. Other than the spontaneous gingival bleeding, no 
petechiae or other bleeding manifestations were observed. 
There were no apparent signs of lymphadenopathy.

A complete hemogram revealed severe thrombocytopenia, 
with a platelet count as low as 3000/�L. Bleeding time, 
prothrombin time, and partial thromboplastin time were 
normal. A peripheral blood smear showed no abnormalities 
in differential leukocyte count or erythrocytic morphology. 
Further examination revealed an increased number of 
megakaryocytes without morphological abnormalities.

To investigate the underlying cause of thrombocytopenia, a 
urea breath test was conducted to detect the presence of 

Helicobacter pylori (H. pylori), testing for HIV, Hepatitis B,C 
and ANA which yielded negative results.

The patient initially received pulsed doses of dexamethasone 
(20 mg/day) for four days in an attempt to address the 
persistent severe thrombocytopenia. However, despite 
subsequent treatments such as intravenous immunoglobulin 
(IVIG) and plasma exchange (PEx), the patient's platelet 
count did not improve. Even after giving single donor platelet 
transfusion has shown only a temporary increase in the 
platelet count. Based on these findings, a final diagnosis of ITP 
was made.

Considering the refractory nature of the patient's 
thrombocytopenia, it was decided to initiate treatment with 
eltrombopag. The patient started taking eltrombopag orally 
at a starting dose of 12.5 mg, which was gradually increased to 
50 mg daily. The platelet count responded positively to 
eltrombopag, with an increase to more than 25,000/ul within 
the first week of treatment. After a month of eltrombopag 
therapy, the platelet count further increased to 180,000/ul. 
Eventually, eltrombopag was discontinued, but even at three 
months after discontinuation, the patient's platelet count 
remained stable at 200,000/ul. No bleeding complications 
were observed following discharge.

DISCUSSION:
The discussion of our case report highlights the potential 
efficacy of eltrombopag in effectively managing refractory 
thrombocytopenia. By presenting our findings in conjunction 
with previous case reports, we offer valuable insights into the 
use of eltrombopag as a promising therapeutic option for 
patients who have shown poor responses to conventional 
treatments.

In the context of immune thrombocytopenic purpura (ITP), 
this disorder is characterized by platelet destruction 
mediated by immune mechanisms, coupled with inadequate 
platelet production. The clinical presentation of ITP can vary 
widely, ranging from mild bruising and mucosal bleeding to 
severe bleeding from any site. However, symptomatic 
bleeding is relatively uncommon unless the ITP reaches a 
severe stage with platelet counts falling below 30,000/�L. 
While immediate therapy may not be necessary for patients 
with platelet counts between 20,000 and 50,000/�L in the 
absence of bleeding or predisposing comorbid conditions, 
rapidly increasing the platelet count above 30,000/�L is 
critical in severe cases to prevent life-threatening bleeding 
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symptoms.(1,2,3)

First-line therapy for ITP typically involves the administration 
of corticosteroids, IV immunoglobulin (IVIg), and anti-D 
antibodies. Notably, thrombopoietin receptor agonists such 
as romiplostim and eltrombopag have demonstrated 
significant effectiveness in patients with ITP that has relapsed 
after or proven refractory to initial treatments.(4,5,6,7,8,9)

Although cases of ITP presenting with oral bleeding are 
relatively rare, it is crucial for clinicians to consider 
underlying systemic diseases like ITP or leukemia when 
confronted with sudden and uncontrollable oral bleeding.

The positive response observed in our patient, along with 
similar outcomes reported by Maroun et al. and Magnano et 
al., further accentuates the potential of eltrombopag in 
increasing platelet counts and improving thrombocytopenia. 
This is particularly noteworthy due to the limited treatment 
options available for managing refractory thrombocytopenia 
in this specific patient population.

The mechanism of action of eltrombopag, which involves 
binding to the thrombopoietin (TPO) receptor and 
stimulating megakaryocyte maturation and platelet 
production, provides a plausible rationale for its effectiveness 
in increasing platelet counts. Moreover, its ability to stimulate 
trilineage proliferation of hematopoietic stem cells further 
b o l s t e r s  i t s  p o t e n t i a l  i n  a d d re s s i n g  re f ra c t o r y 
thrombocytopenia.(6)

While eltrombopag is a promising thrombopoietin receptor 
agonist for treating thrombocytopenia, it is essential to 
acknowledge that other options, such as romiplostim, have 
also demonstrated efficacy in increasing platelet count. In our 
case, however, eltrombopag was chosen as the treatment 
option based on its mechanism of action and the existing 
evidence supporting its use.(10)

In conclusion, eltrombopag exhibits promise as a potential 
treatment option for refractory thrombocytopenia associated 
with ITP. Further research, including larger studies, is 
imperative to establish its optimal use and determine long-
term outcomes for patients with this condition. By expanding 
our understanding of eltrombopag's role in managing 
thrombocytopenia, we can refine treatment strategies and 
enhance patient outcomes.
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