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Clopidogrel-Associated Autoimmune Thrombocytopenic
Purpura
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We report the case of a 51-year-old male who underwent coronary stent placement for
the treatment of an acute myocardial infarction. One week later, he developed symptom-
atic autoimmune thrombocytopenia likely related to clopidogrel use. This was success-
fully treated with intravenous methylprednisilone and platelet transfusions. Catheter
Cardiovasc Interv 2004;62:339–340. © 2004 Wiley-Liss, Inc.
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INTRODUCTION

Clopidogrel is a potent antiplatelet agent that reduces
the incidence of subacute coronary stent thrombosis
when combined with aspirin. Clopidogrel provides sim-
ilar protection as ticlopidine in reducing the risk of sub-
acute stent thrombosis and major cardiac events after
stenting [1]. However, clopidogrel has generally replaced
ticlopidine because of the lower frequency of serious side
effects, including severe neutropenia and thrombotic
thrombocytopenia purpura (TTP) [2]. Moreover, indica-
tions for clopidogrel use are expanding and support its
use for reduction of cardiovascular events such as myo-
cardial infarction, stroke, or death in the appropriate
patients [3,4]. Because of the increased frequency of
clopidogrel use, uncommon side effects are becoming
recognized [5]. We report a case of autoimmune throm-
bocytopenia in a patient 1 week after coronary stenting
while on standard therapy with clopidogrel.

CASE REPORT

A 51-year-old male presented with an acute antero-
septal myocardial infarction, which was treated with
primary stenting; abciximab and heparin were admin-
istered periprocedurally. He was placed on aspirin
(325 mg per day orally) and clopidogrel (75 mg per
day orally) and was discharged with a normal com-
plete blood count. One week later, he developed dif-
fuse petechiae that prompted evaluation. Laboratory
studies revealed a platelet count of 12,000 � 109/L
with a hemoglobin of 12.5 g/dL and leukocyte count of
7.7 � 109/L. The peripheral blood smear demonstrated

severe thrombocytopenia with no microangiopathic
changes. The lactate dehydrogenase, haptoglobin, pro-
thrombin time, and activated partial thromboplastin
time were all normal. A bone marrow biopsy demon-
strated a normocellular marrow with increased
megakaryocytes. The diagnosis of clopidogrel-
associated autoimmune thrombocytopenic purpura
was suspected. The clopidogrel and aspirin were dis-
continued. Intravenous methylprednisolone (1 g) was
given daily. A total of 18 units of platelets were
transfused. The patient responded within 2 days with
stabilization of the platelet count to 52,000 � 109/L
and no new petechiae. Aspirin was subsequently re-
sumed. Four days later, the platelet count rose to
262,000 � 109/L while on steroids.

DISCUSSION

Autoimmune thrombocytopenic purpura is an immune
regulatory disorder where autoantibodies result in plate-
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let destruction [6]. The resultant thrombocytopenia typ-
ically produces cutaneous hemorrhages, although gastro-
intestinal, genitourinary, or intracranial bleeding may
occur. Treatment is directed toward prevention of splenic
platelet destruction with medications such as corticoste-
roids, intravenous �-globulin, or azathioprine. Splenec-
tomy is indicated when medical therapy fails.

Only one prior case report has suggested that clopi-
dogrel may be associated with thrombocytopenia not
related to TTP [7]. That patient responded to intravenous
�-globulin. Also, patients with ticlopidine-induced
thrombocytopenia have antibodies that develop to ticlo-
pidine adherent to platelet membranes [8]. Although
clopidogrel was not proven to be the causative agent of
the autoimmune thrombocytopenic purpura in our pa-
tient, the temporal relationship with clopidogrel strength-
ens this association. Response to steroid therapy confirms
an autoimmune etiology, which with the time frame
makes it unlikely to be related to the abciximab. Careful
observation for hematologic adverse effects after clopi-
dogrel use is essential for prompt diagnosis and treatment
of this potentially life-threatening complication.
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