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INTRODUCTION

Systemic bacterial infections during the first month of life have
remained a major cause of infant morbidity and mortality despite the
development of broad spectrum antimicrobial agents and technologic

advancements in life support therapy { Yoder and Polin, 1986).

Sepsis is a frequent complication of neonatal infections and the

prognosis is still rather poor (Bennet et al., 1981).

Acute phase reactants, notably fibrinogen, C-reactive protein
{CRP) and orosomucoid (an alpha-1-acid glycoprotein) {a,1-AGP) have
been used as markers for these infections. However, their use is not

dewvoid of fallacies (Hindocha et af., 1984).

Increased level of CRP without infection can be seen in cases with
prolonged rupture of membranes, maternal fever during labour and
perinatal asphyxia (Kushner et af., 1973). Ainbender et al., in 1982,
added fetal distress, shock and meconium aspiration as other causes of
rise in CRP. On the other hand, some authors pointed false negative
results of CRP in cases of early infections as in Streptecoccus B. This is

a major drawback since Group B-Streptococcus (GBS) is frequently



incriminated in maternofetal infections and the mortality in these
streptococcal infections was found to be greater when CRP was negative

{(Sann et ai., 1984).

Complement activation is an wmmune reaction that takes place
during infection. Since C3 is the central compenent in the complement
system consequently the quantitation of C3 split preducts in plasma of
patients has been recently studied during infection. The level of the split
product Cad reflects the extent of complement activation, both by the
classical and the alternative pathway. Furthermore, as Cid diffuses
rapidly into the plasma from sites of extravascular activation of
complement, and has a slower turnover than C3C, monitoring Czd for
evaluation of disease activity and complement activation dynamics has

considerable advantages {Brandslund et al., 1981).
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