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Introduction

| ntroduction

Acute respiratory tract infections are among the most prevalent
infections in childhood worldwide, with the highest incidence among
children younger than ¥ years (Graham, Y44+).

Many risk factors have been identified to contribute to occurrence of
respiratory tract infections, however, it is also possible that innate
characteristics of the individuals such as genetic factors could play arole,
and various attempts have been made to anayze the human genetic
composition in relation to both infection susceptibility and development
of clinical manifestations (Choi et. al., Y+ +Y).

Mannose-Binding Lectin (MBL) is a serum protein (Turner, Y441) and
believed to be particularly important in the early stages of primary
infections in infants during the decay of materna antibodies (Super et.
al., Y4A4). The MBL is known to be an important component of innate
immunity toward microbes by activating complement and augmenting
opsonization and phagocytosis (Garred et. al., Y+ +1). MBL is known to
play a role in enhancing attachment, ingestion and killing of opsonized
pathogens by phagocytes (Kuhlman et. al., Y4A%) and activation of
complement system through the MBL-associates serine protease
(Matsushita et. al., Y44Y). There is evidence that the risk of developing
bacteremia might be genetically modulated (Adewoye et. al., Y+ +1). The
susceptibility to W. bancrofti infection also appears to be significantly
affected by the MBL expression genotype of the host (Dan et. a.,
Y«)+).Transracial studies have looked at the association between the
status of MBL protein production, the MBL genotype and the clinica
phenotype (Mombo et. al., Y::¥). A single gene, MBLY located at
chromosome Y+, codes for human MBL and exerts its action through
binding to high mannose and N-acetyl glucosamine oligosaccharides
present on various microorganisms (Thiel et. al., Y33V).



Aim of work

Aim of thework

The present study aimed at:

V-Characterization of the structural aleles of MBLY gene located on
chromosome ) + (high- and low-MBL expression genotypes).

Y- Trying to make a correlation between genotyping of MBLY alleles and
occurrence of acute respiratory tract infectionsin Egyptian infants.

Y- Trying to find out the most prevalent MBLY variant alleles among the
Egyptian samplesin study.



