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Introduction 

Primary ITP is an autoimmune disorder characterized by 

isolated thrombocytopenia (peripheral blood platelet count <100 

× 10
9
/L) in the absence of other causes or disorders that may be 

associated with thrombocytopenia (Rodeghiero et al., 2009). 

The diagnosis of primary ITP remains one of exclusion; no 

robust clinical or laboratory parameters are currently available to 

establish its diagnosis with accuracy (Cooper et al., 2006). 

The dominant clinical manifestation is bleeding, which 

correlates generally with severity of the thrombocytopenia. Most 

cases are considered primary (Thereafter designated ITP), 

whereas others are attributed to coexisting conditions (secondary 

immune thrombocytopenia) (Stasi and Evangelista et al., 2008). 

The disease and its most widely accepted abbreviation, 

ITP, has variably been defined as “immune thrombocytopenic 

purpura”, “idiopathic thrombocytopenic purpura”, and most 

recently “immune thrombocytopenia” (Ruggeri et al., 2008).  

An International Working Group (IWG) consensus panel 

of both adult and pediatric experts in ITP recently provided 

guidance on terminology, definitions, and outcome criteria for 

this disorder. 
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The IWG defines ITP as newly diagnosed (diagnosis to 3 

months), persistent (3 to 12 months from diagnosis), or chronic 

(lasting for more than 12 months) )Rodeghiero et al., 2009(. 

Historically, ITP was believed to be caused by increased 

platelet destruction at a rate that exceeded production by a 

compensating bone marrow. New knowledge has questioned this 

model, providing evidence that platelet production is also 

decreased in many patients with ITP (Bromberg, 2006).  

The pathology of ITP is heterogeneous and complex. 

Besides auto-reactive B lymphocytes secreting antiplatelet 

antibodies and being considered as the primary immunologic 

defect in ITP, abnormality of cellular immunity, such as increased 

Th1/Th2 ratio, T-cell-mediated platelet lysis and reduced 

numbers and poor functions of circulating regulatory T cells 

(Tregs), has also been widely demonstrated in ITP (Hui-Yuan et 

al., 2014). 

Interleukin 7 (IL-7), a member of IL-2 family, is produced 

by bone marrow stromal and epithelial cells ( Bradley et al., 

2005). It acts through a receptor that is comprised of two chains: 

IL-7R alpha (CD127) and gamma chain (CD132). IL-7R is 

highly expressed on resting T cells except CD4+CD25+ Tregs 

(Seddiki et al., 2006). 

IL-7 is critical for T-cell development, survival, 


