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INTRODUCTION

The first month of age is the most critical period in the human life.
This neonatal period, being a transition from a totally dependent
intrauterine to a totally independent extrauterine life, imposes a
significant stressful impact upon the neonate. Numerous physiologic and
may be pathologic stressful situations occur by that time, which if not
dealt with properly, might jeopardize the outcome (Rose et al, 1998).

In the last decade, the understanding of fetal and neonatal
hypothalamopituitary adrenal (HPA) axis physiology has revolutionized
the management of many conditions of prematurity, septicemia and
respiratory distress.  Successful adaptation of the newborns to
extrauterine life mainly depends on the steroidogenic compartment of the
fetal adrenal cortex, its adequate development and production of
sufficient endogenous cortisol for perinatal survival towards the end of
gestation (Rose et al, 1998).

Regulation of fetal HPA axis is a highly complicated process and is
under the control of positive and negative feedback circuits, placental
hormones and local autocrine / paracrine mediators or growth factors.
(Rose et al, 1998) The primary aims of this complex system are to insure
appropriate coordination of tissue growth and differentiation, orderly
maturation of vital organ systems, and ultimately to act together with the
placenta to determine the exact timing of parturition most suitable for
transition from intrauterine to extrauterine life. Cortisol is important in
maintaining intrauterine homeostasis. It also influences the structural and
functional development of a wide variety of fetal tissue, and is essential

for the antepartum maturation of organ systems including the lungs,



