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ABSTRACT

PURPOSE: To identify initial laboratory findings useful for the later diagnosis of idiopathic throm-
bocytopenic purpura (ITP) in adult patients with thrombocytopenia.

SUBJECTS AND METHODS: We studied 62 consecutive adult patients who had thrombocytopenia
and whose peripheral blood film was normal except for thrombocytopenia at presentation. Each patient
underwent physical examination and routine laboratory tests and was prospectively followed for 22.5 =
9.8 months (range, 8 to 41 months). The frequency of antiglycoprotein (GP) IIb/IIla antibody-producing
B cells, the presence of platelet-associated and plasma anti-GPIIb/Illa antibodies, the percentage of
reticulated platelets, and the plasma thrombopoietin level were examined at the first visit. The final
diagnosis was based on the clinical history, physical examination, complete blood test, bone marrow
findings, and the clinical course at last observation.

RESULTS: Forty-six patients were diagnosed as having ITP and 16 as having another disorder,
including myelodysplastic syndrome, aplastic anemia, amegakaryocytic thrombocytopenia, and re-
duced platelet production, with or without other cytopenias, and without dysplasia or evidence for
destruction. Six initial laboratory findings discriminated ITP from other diagnoses: the 'absence of
anemia, absence of leukocytopenia, increased frequency of anti-GPIIb/IIla antibody-producing B cells,
increased platelet-associated anti-GPIIb/IIla antibodies, elevated percentage of reticulated platelets, and
a normal or slightly increased plasma thrombopoietin level. Three or more of these ITP-associated
findings were found at presentation in 44 patients (96%) with thrombocytopenia later diagnosed as I'TP,
compared with only 1 patient (6%) whose disorder was non-ITP.

CONCLUSION: Initial laboratory findings can well predict future diagnosis of ITP. Further studies
prospectively evaluating these same diagnostic criteria on another, independent set of patients are necessary.

© 2005 Elsevier Inc. All rights reserved.

Thrombocytopenia is a common clinical manifestation of
many diseases and has various causes, including decreased
bone marrow production, increased splenic sequestration,
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and accelerated destruction of platelets." One of the major
causes of accelerated platelet consumption is immune
thrombocytopenia, in which platelet destruction is mediated
by antiplatelet autoantibodies.'” This condition is seen in
patients with various diseases, such as systemic lupus ery-
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Figure 1

Anti-glycoprotein (GP) 1Ib/Illa antibody-producing B cell frequency (A), platelet-associated anti-GP I1b/Illa antibodies (B),

plasma anti-GPIIb/Illa antibodies (C), percentage of reticulated platelets (D), and plasma thrombopoietin level (E) in 62 patients with
thrombocytopenia at first visit, grouped according to the final diagnosis. Forty-six patients received the diagnosis of idiopathic thrombo-
cytopenic purpura (ITP), 8 patients received the diagnosis of myelodysplastic syndrome, 3 patients received the diagnosis of aplastic
anemia/amegakaryocytic thrombocytopenia, and 5 patients received the tentative diagnosis of reduced platelet production, with or without
other cytopenias, without dysplasia or evidence for destruction. Broken lines in individual panels denote cut-off levels that were based on
the results of healthy controls: anti-GPIIb/lla antibody-producing B cell frequency, 2.0/10° peripheral blood mononuclear cells; platelet-
associated anti-GPIIb/I{Ia antibodies, 3.3 units; plasma anti-GPIIb/ll]a antibodies, 5.0 units; percentage of reticulated platelets, 2.0%; and

plasma thrombopoietin level, 142 pg/mL.

thematosus and infection with the human immunodeficiency
virus, and it can also occur without an underlying disease, in
which case it is known as idiopathic thrombocytopenic
purpura (ITP).? Currently, the diagnosis of ITP is princi-
pally based on the exclusion of other possible concurrent
causes of thrombocytopenia.>? In the guidelines proposed
by the American Society of Hematology,® the panel recom-
mended that the diagnosis of ITP be made in patients who

have thrombocytopenia and who lack findings that are atyp-
ical for ITP or that suggest another diagnosis by history,
physical examination, complete blood count, or peripheral
blood film. No further laboratory tests are considered nec-
essary. A similar guideline has been reported by the British
Committee for Standards in Haematology General Haema-
tology Task Force.” However, there are potential problems
with a diagnosis of exclusion, as noted by Chong and Keng®



