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LETTERS TO THE EDITOR

Acute Myocardial Infarction Due to Eltrombopag Therapy in a
Patient with Immune Thrombocytopenic Purpura
ImmUin Trombositopenik Purpurasi Olan Bir Hastada Eltrombopag Tedavisine Bagh Akut

Miyokard Infarktisu
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To the Editor,

Immune thrombocytopenic purpura (ITP) is an autoimmune
disease characterized by anti-platelet antibody-mediated
platelet destruction and anti-megakaryocyte antibody-mediated
impairment of platelet production, which may cause bleeding [1].
Coexistence of ITP and coronary artery disease (CAD) is rare. Patients
with ITP have increased risk of thrombosis and atherosclerosis
associated with larger platelets more adhesive to vascular
surfaces, direct endothelial damage [2], and negative effects of
therapy with steroids [3] or intravenous immunoglobulin [4].
We present here a 61-year-old male patient who was diagnosed
with ITP and presented with acute myocardial infarction while
undergoing eltrombopag therapy.

A 61-year-old man was admitted to our emergency room with
typical chest pain lasting for last 3 days. He had been diagnosed
with ITP 5 years ago. His medical history was remarkable for
splenectomy 6 months after the diagnosis of ITP. He was in
remission for 4 years after the splenectomy and he was not on
any medication for 5 years. Four months before, during a routine
check-up, relapse of disease had been noticed. Steroid therapy
was initiated after relapse and administered with a tapering
dosage for 3 months. The clinician did not observe adequate
increase in the amount of platelets; therefore, eltrombopag (1x50
mg tablet) was initiated as a newline therapy 1 month ago. In
the first 3 weeks, the platelet count did not increase adequately
(platelets were about 13,000/mL), but in the last week before his
admission to the emergency room his platelet count escalated to
about 105,000/mL. The patient was admitted to our emergency
room with typical chest pain. His baseline cardiovascular risk
factors, among smoking, hyperlipidemia, hypertension, diabetes
mellitus, and family history, were not remarkable. The patient
was not on any medication apart from eltrombopag therapy. On
his admission, electrocardiography showed ST segment elevation
in leads DII-III-AVF and V5-6 with pathological Q waves, which
gave rise to consideration of sub-acute inferolateral myocardial
infarction. Primary percutaneous coronary intervention (PCl) was
performed immediately. Coronary angiography demonstrated the
anomalous origin of the coronary artery. The circumflex coronary
artery (CX) originated from the right aortic root. There was plaque
on the proximal and middle portion of the left anterior descending

artery and proximal portion of the CX, and subtotal occlusion at
the distal portion of the right coronary artery (RCA). A bare metal
stent was implanted at the lesion site and post-dilatation was
performed (Figures 1A-1D). After PCl, thrombolysis in myocardial
infarction grade 3 flow was obtained as an optimal angiographic
result in the RCA. Platelet counts were assessed daily and showed
a stable trend. At the suggestion of the hematology department,
the eltrombopag therapy was stopped. The patient was examined
for an underlying hypercoagulable state. His homocysteine level
was within normal limits. Antinuclear antibodies, antiphospholipid
and anticardiolipin antibodies, lupus-like anticoagulant, and
mutations of factor V Leiden were negative. The patient was
discharged on the 5th day with a platelet count of 125,000/mL,
with advice to continue dual anti-platelet therapy (acetylsalicylic
acid 100 mg and clopidogrel 75 mg). There was no relapse for ITP
during the 1-year follow-up period (Table 1).

Figure 1. A) Non-critical plaque on the proximal and middle
portion of the left anterior descending artery, B) arrow shows
sub-total occlusion at the distal portion of the right coronary
artery, C) circumflex coronary artery originates from the right
aortic root, D) bare metal stent (3.0x20 mm) was implanted at
the lesion site and post-dilatation was performed with a non-
compliant balloon (3.5x15 mm).
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Table 1. The relationship between medical treatments and platelet counts during follow-up periods.
4 months | 2 months | 1 month | 2 weeks | 1 week | Admission 5 days later | 1 month 6 months | 1 year
ago ago ago ago ago to ED later later later
Platelet 60,000 93,000 5000 13,000 105,000 | 107,000 125,000 105,000 272,000 292,000
Count
Therapy P-16 mg P-64 mg E-50 mg | E-50 mg | E-50 mg | E-50 mg C-75 mg, C-75 mg, C-75 mg C-75 mg
initiated initiated ASA-100 mg ASA-100 mg
Events Relapse Follow-up | Newline | Follow- | Follow- | Myocardial | Discharge Follow-up Follow-up | Follow-up
therapy | up up infarction
P: Prednisolone; E: eltrombopag; C: clopidogrel; ASA: acetylsalicylic acid; ED: emergency department.
Eltrombopag is an orally available, small, non-peptide organic References

molecule that enhances platelet production by binding to and
activating c-Mpl, the thrombopoietin receptor, on megakaryocytes
and their progenitors [5]. The main issue in our case is that, as we
mentioned the importance of evaluating risk factors, our patient
had no risk factors for CAD and we recognized the coincidence
between acute coronary syndrome and the beginning of a new
agent of thrombopoietin receptor agonist (TPO-A) therapy. TPO-A
therapy has important side effects including thromboembolic
events [6,7,8]. A recent study demonstrated that an important
percentage of ITP patients undergoing eltrombopag therapy
achieve complete response after cessation of the therapy. There is
no reliable marker for predicting this response so far [9].

Coexistence of ITP and CAD presents complex problems. The
crucial point in handling these problems is a balance between
hemorrhagic risk and prevention of thrombotic events. Although
eltrombopag is more effective in the treatment of patients with
ITP, clinicians should pay more attention to side effects including
thrombotic events, as we demonstrated in our case report.
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