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Chapter One Introduction

1. Introduction

Vaginitis is an inflammatory vaginal disorder, it initiate at cavity of
vagina, this problem occur when the pathogenic microbes are growthsuch
as viruses, bacteria, parasite or fungi. Microbial vaginitis are caused by
Candida albicans or Trichomonas vaginalis, or by opportunistic
bacteria as Lactobacillus spp. or presence of mainly in (Aerobic vaginitis)
aerobic enteric commensals or pathogens, including Group B
Streptococcus (S.agalactiae), Enterococcus faecalis, Escherichia coli,
and Staph. aureus) or (Gram positive Bacilli) (Kalia et al., 2020).Candida
albicans is present in vaginal secretions if there is a balance between
bacteria and C. albicans, but in unbalanced cases, Candida can overgrow,
which is known as candidiasis or yeast infection (Rodriguez-Cerdeira et
al.,2020).
Virulence can be defined as a measure of the degree of pathogenicity or
severity of the disease caused by pathogens in the host. No pathogen can
cause infection unless it is virulent. Virulence is associated with genes
that are acquired or lost during the evolutionary growth stages of the
organism. These factors are in the form of enzymes, cell structures,
fungal toxins, and other factors that facilitate the occurrence of disease
and the survival of the pathogen. The virulence factor is often a
characteristic specific to the specific fungal genus or species (Siscar-
Lewin et al., 2022).

The resistance of Staph. aureus bacteria to antibiotics occur resulted
from the productions of many genes and enzymes by these bacteria,
which play an effective role in resistance to antibiotics. It was found that
resistance to penicillin and cephalosporin results from its ability to
produce the enzyme [B-Lactamase, which breaks down the ring of the
penicillin molecule, while the resistance of bacteria to methicillin was

found to result from the bacteria possessing genes called the mecA gene,
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which encodes an alternative to penicillin bound to the protein, thus
becoming less affinity for binding to P-Lactamase (Deurenberg and
Stobberingh, 2008). T helper type 17 (Th17) cells are a part of CD4+ T
cell that had played vital roles in regulate immune status against
microbial pathogen in vaginal tract (Masson et al., 2015).

1.2 : Aim of Study

The aim of study was for detection the substitution mutations of the
most microbial causes of vaginitis among women with recurrent abortion
In comparison with non aborted women (married and unmarried) and to
study the role of IL-17 in vaginitis as immunological marker. To achieve

this aim, the steps were:

1. Isolation of microbial causes of vaginitis from women with recurrent
abortion and non aborted women (married and unmarried).

2. Cultural and molecular identifications of isolated microbial vaginitis

3. Detection of the substitution mutations of some virulence genes of
identified vaginal microbes using genes sequencing method

4. Assesment of IL-17 in the pathogenicity of vaginitis using ELISA
method.
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