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Summary

HCV has been proven to affect platelet function

(aggregation and adhesion) in chronic renal failure patients and

increase bleeding tendency in uremic patients on rgular

hemodialysis this hemostatic effect has been related to the

decrease in aggregation and adhesion tests especially adhesion

and ristocation aggregation test.

Furthermore, a decrease in platelet aggregation in some

patients have reported in uremic patients with negative HCV

Abs.

Our study was to analyze the possible effect HCV on

platelet function in uremic patients under regular hemodialysis.

30 patients, 11 woman and 19 men, with clinically stable end

stage renal failure, who received maintenance hemodialysis 3

times weeks, with an age range between 24-67 years old, were

enrolled in the study.

Individual base line values for Hb, and platelet count.,

and platelet aggregation tests using ristocetin, ADP (in

concentration of 0.5 – m & 2.5 – m), and Epinephrine, were

performed, there were significant decrease in platelet

aggregation by using reistocetin, ADP significant decrease by

using Epinephrine and significant, ADP in concentration There
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INTRODUCTION

Hemostasis is the process that maintains the integrity of
the circulatory system after vascular damage.It is a dynamic
and tightly regulated process that we arejust beginning to
understand. Under normal circumstances,vessel wall injury
rapidly initiates a series of coordinated events designed to seal
the breach generatedby the injury.

These events lead to clot formation and require both
platelet recruitment and activation as well as

the generation of thrombin and fibrin.(Furie and Furie 2008)

In addition, thisprocess is modulated by multiple
mechanisms that containit, thus preventing theotherwise
imminent vascularinflammation and tissue damage (Lane  et
al.,2005).

Deficiencies of platelet function or of the coagulation
cascade typically lead to bleeding disorders, whereas platelet
hyperreactivity and abnormalities in the regulatory mechanisms
may result in excessive thrombin formation and pathological
thrombosis. (Boccardo et al., 2004)

Patients at various clinical stages of chronic kidney
disease (CKD) display a wide range of derangements inall
three aspects of hemostasis, and they experience a
widespectrum of clinical manifestations that lead to consider-
able morbidity and mortality in this patient population, one that
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spans prothrombotic tendency leading to excessivec-
ardiovascular events, as well as platelet dysfunctionleading to
increased bleeding tendency. (Boccardo et al., 2004) .

This review summarizes the current knowledge on
normal hemostasis, abnormalities in hemostatic pathways that
have been described in CKD patients, and thedifferent
therapeutic options for these individuals as wellas their
effectiveness. (Boccardo et al., 2004)
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Aim of the Work

This study aims to asses platelet function in chronic

renal failure patients on regular haemodialysis to show the

prevelance of platelet dysfunction in this group of patients in

relation to hepatits c status.
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Review Of The Literature

Physiolog of  Platelets :

Hemostasis & platelet function:

The participation of platelets in hemostasis is a
fundamental component of this physiologic process. The
reactions involved include adhesion to the cut end of a blood
vessel, spreading of adherent platelets on the exposed
subendothelial surfaces, secretion of stored platelet constituents
(Including molecules involved in hemostasis and wound
healing), and formation of large platelet aggregates. (Johnson
et al., 2008)

Production and kinetics:

The platelets develop in the inter medullary components
of bone marrow. The platelet precursor of megakaryocyte
undergoes a number of nuclear divisions leading in general to a
16 lobed cell which then begins to produce platelets.

When platelets mature , they circulate for aproximately
l0 days . During this time , they decrease in size and increase in
density primarily because of the loss of plasma membrane .
(George and Lewis,2008)

Studies showed age related changes in platelet survival ,
and a rough correlation between shortened survival and
vascular disease suggesting that increased platelet turnover
may result from vascular lesions (Abrahamsen, 2007).
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Morphology Of Blood Platelets:-

Platelets are small non nucleated discoid cells about 3M
long and 1M thick, In stained blood films , the clear, blue
cytoplasm is seen to contain a few granules , but the electron
microscope reveals a very complex system of membranes ,
microtubules and organelles. Under the electron microscope
platelets appear to be formed of 4 distinct divisions
(Thompson, 2006)

1- The peripheral zone .

2 - The sol-gel zone.

3 - The organelle zone.

4 - The membrane systems.

Under the peripheral membrane, there are helical coiled
bundles of microtubules which are involved in platelet
contraction. A gel like matrix embes the organelles and
microfilaments.

There is a system of channels by which it is possible that
the products of secretory granules reach the organelles. The
metabolic requirements of the platelets are maintained by the
mitochondria (Thompson, 2006)


