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IINNTTRROODDUUCCTTIIOONN    
 

AANNDD    

AAIIMM  OOFF  TTHHEE  WWOORRKK



 Introduction    
 

1                    

INTRODUCTION 

Perinatal asphyxia is an important cause of neonatal mortality and 

subsequent neurologic disabilities among the infants who survive. 

Newborn infants who sustain an acute interapartum hypoxic ischemic 

insult of sufficient magnitude to result in long-term neurologic sequelae 

have variably recognizable clinical encephalopathy during the first days 

of life (Snyder and Cloherty, 2004). 

These infants have evidence of derangements in many organs. 

Their cerebral function is depressed at birth and remains depressed for 

days or weeks, and they frequently have seizures soon after birth. 

Hypoxic ischemic encephalopathy develops in one third of asphyxiated 

newborn (Zarifi et al., 2002). 

Mild encephalopathy carries a better prognosis, although in 

moderate and severe encephalopathy the risk of death or neurologic 

sequelae increases greatly. For clinical intervention, it is important to 

identify infants at a high risk for brain damage soon after birth. 

Several indicators of brain damage have been investigated in the 

last decade (Nagdyman et al., 2003). 



 Aim of the Work    
 

2                    

AIM OF THE WORK 

In the present study, our aim is to measure the plasma aldosterone 

levels in cord blood and peripheral blood collected 18 to 24 hours after 

birth, and the urinary lactate and creatinine concentration within the first 

six hours after birth in asphyxiated and normal term newborn infants to 

determine their sensitivity and specificity for the early identification of 

infants in whom hypoxic-ischemic encephalopathy is likely to develop. 
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