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ABSTRACT

Atherosclerosis is the main cause of death and cardiovascular (CV)

complications in end-stage renal disease (ESRD). A possible explanation
Is that decreased renal function may be associated with other non-
traditional risk factors, and genetic factors. This study involved 40 end
stage renal disease patients and 30 age- and sex- matched healthy control
subjects. All were subjected to Full history taking, full clinical
examination, kidney functions & genotyping of the "Leu 554 Phe"
polymorphism in the E-selectin gene, Doppler examination of the carotid

artery (for the patient group only).

The CT (heterozygous) genotype is the more prevalent genotype in
our small studied groups and the presence of the T allele might not carry

the risk of atherosclerosis in ESRD patients.

Key words: Chronic kidney disease,
Atherosclerosis,

E-selectin.
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INTRODUCTION & AIM OF WORK

Atherosclerosis is the main cause of death and cardiovascular (CV)
complications in end-stage renal disease (ESRD) (Testa et al., 2006). The
dialysis population is an interesting natural model of atherosclerosis because
uremia is a strong amplifier of arterial damage (Zoccali, 2002). This could
partially be explained by the traditional risk factors, i.e. hypertension,
smoking, diabetes and dyslipidemia (Foley et al., 1998). Besides, attention
has been focused on disease- specific factors like hyperparathyroidism,
hypoalbuminemia and anemia and on emerging factors like
hyperhomocysteinemia and inflammation. Moreover, genetic factors are of
relevance in atherosclerosis. Association studies between genetic factors and
indicators of arterial damage are therefore important in order to understand

the unique severity of CV disease in ESRD (Balakrishnan et al., 2005).

Soluble adhesion molecules may play an important role in the genesis
of CVD by affecting thrombosis, leukocyte infiltration, smooth-muscle
proliferation, and cell migration. Moreover, adhesion molecules are elevated
among patients with atherosclerosis, and in patients with coronary heart

disease. (Stenvinkel et al.,2000)

E-selectin is a key adhesion molecule which plays a fundamental
role in endothelial progenitor cell-dependent reparative mechanisms in
experimental ischaemia and it serves to anchor leucocytes to the
endothelium in inflammatory processes (Malatino et al., 2007). In ESRD,
the Leu554Phe polymorphism of E-selectin gene is associated with the



