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INTRODUCTION

Immune thrombocytopenic purpura (ITP) is an organ
specific autoimmune disorder characterized by increased
platelet clearance through the production of autoantibodies
against antigens on the platelets membranes, resulting in
enhanced Fc-mediated destruction of the platelets by
macrophages in the reticuloendothelial system (Cines and
Blanchette, 2002).

The etiology of ITP remains unclear, but it is widely
accepted that multi dysfunction of immune system contributes
to the development of that disease such as complement
mediated lysis, ineffective thrombopoiesis or direct T cell
cytotoxicity (Olsson et al., 2003). Dysfunctional cellular
immunity is considered important in ITP pathophysiology. The
balance between Th 1and Th 2 subsets is dependent on the level
of the cytokines at the site of immune activation. Several
studies have reported evidence supporting a type — 1 cytokine
polarization and high Th1/Th2 ratio of the immune response in
ITP (Panitsas et al., 2004). The autoimmune process 1is
believed to be sited in the spleen; memory platelet-specific T
cells are released into the peripheral circulation (Kaushansky,
2002).

The chemokines are small proteins that induce
chemotactic activities in various types of leukocytes and
1
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regulate their trafficking through the appropriate chemokine
receptors expressed on these cells (Zlotnik et al., 2000). In
addition to their role in cell recruitment, chemokines have a
specific role in immunoregulatory activities such as Th1/Th2
cell induction (Nakajjma et al., 2004).

CXCL 10, also called interferon gamma inducible
protein 10, is the prototype of the CXC family; has chemotactic
activity mainly for activated Thl cells and is involved in the
pathogenesis of various Thl dominant autoimmune diseases.
CXCL 10 elicits its effects by binding to the cell surface
CXCR3 (Lee et al., 2009).

Baseline pretreatment plasma levels of CXCL 10 are
elevated in patients with many autoimmune diseases e.g.;
Graves’ disease, SLE, type I DM (Lit et al., 2006). CXCL10
has therefore gained much attention in autoimmune ITP which
is associated with a Thl type immune response. However, its
preclinical characteristics and clinical applicability in such

disease are still demanding further elucidation.
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AIM OF THE WORK

The aim of this study is to evaluate the plasma level of
CXCL10/IP10 in patients with immune thrombocytopenia, and
investigate its role in the diagnosis of such cases as well as

discuss its preliminary role in the pathogenesis of this disease.
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PLATELET FORMATION AND
PHYSIOLOGY

Platelets play a fundamental role in haemostasis and are
a natural source of growth factors. They circulate in the blood
and are involved in hemostasis, leading to the formation of
blood clots. Dysfunction or low levels of platelets predisposes to
bleeding, while high levels, although usually asymptomatic, may
increase the risk of thrombosis (Sunitha and Munirathnam,
2008).

I- Platelet Morphology:

Platelets are extremely small and discoid anucleated cells
2 to 3um in diameter. They circulate at a concentration of
150.000-400.000 cells/ul blood with a mean volume of 7-11 fL.
(Fig 1&.2 a, b). The glycoprotein of the surface coat are
particularly important for the platelet interactions of adhesion
and aggregation which is the initial events leading to initial

plug formation during haemostasis (Hoffbrand et al., 2006).

Figure (1): Light microscopy of Wright-stained smear reveals platelets as
small, anucleate fragments with occasional reddish granule (Gawaz,
2001).
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Figure (2a): Electron microscope showing resting platelets as discoid
form (Gawaz, 2001).

Figure (2b): Activated platelets showing pseudopodia emission (x5, 000)
(Gawaz, 2001).




