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INTRODUCTION 

hronic kidney disease (CKD) is one of the most 

problematic diseases in Egypt. In the last decade, the 

nephrology community has focused its attention on the main 

causes of morbidity and mortality in CKD patients. Compared 

with the general population, patients with CKD have an 

unacceptably high risk for premature
 
death, primarily as a 

result of cardiovascular disease (CVD) (Go et al., 2004).  

Premature CVD, including hypertension, stroke, 

peripheral
 

vascular disease, sudden death, coronary artery 

disease, and
 
congestive heart failure, is a prevalent, notorious 

problem in patients
 
with CKD. More cardiovascular disease

 
is 

associated with more decline in kidney function, therefore, an 

aggressive management
 
of specific cardiovascular risk factors 

is mandatory to prevent the development and progression of 

CVD (Cheung et al., 2000).  

Hypertension is present in approximately 80% to 85% of 

patients with CKD (Stompor et al., 2011). Hypertension plays 

a key role in progressive deterioration of renal function and in 

the exceedingly high rate of cardiovascular events, which 

represent the primary cause of morbidity and mortality in these 

patients (Straznicky et al., 2009). Hypertension is a 

multifactorial disease and its pathogenesis is not yet fully 

understood (Paulis and Unger, 2010). Over the last few years 

C 
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the genetic susceptibility to hypertension has been a special 

focus of attention and many candidate genes have been studied 

so far. The renalase pathway is a previously unknown 

mechanism for regulating cardiac function and blood pressure 

(Jeunemaitre et al., 2007). 

Renalase is a novel flavin adenine dinucleotide-

dependent amine oxidase that is secreted by the kidney. It 

circulates in the blood and modulates the cardiac function and 

systemic blood pressure. It metabolizes the circulating 

catecholamines. Low serum levels of renalase was observed in 

patients with chronic kidney disease which leads to impaired 

degradation of catecholamines with elevation of their 

circulating level causing excessive tension of the sympathetic 

nervous system. This may explain the frequent occurrence of 

hypertension among these patients (Stec et al., 2011). Blood 

renalase level is markedly reduced in patients with end-stage 

kidney disease (ESRD) (Schlaich et al., 2009 and Farzaneh-

Far et al., 2010). 

The human renalase gene resides on chromosome 10 at 

q23.33 and encodes a 342–amino acid protein with a calculated 

molecular mass of 38 kDa. Abnormalities in the circulating 

level of renalase are present in animal models of chronic 

kidney disease (CKD) with hypertension (Li et al., 2008). Two 

isolated single –nucleotide polymorphisms (SNPs) in the 


