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Abstract

This study was performed on 160 patients, divided into four groups, 40
normal healthy controls, 40 suffering from gingivitis, 40 suffering from chronic
periodontitis and 40 suffering from aggressive periodontitis.

The results suggested that GG genotype is associated with chronic
periodontitis in Egyptian patients and that harboring the G allele is associated with

the development of aggressive periodontitis and chronic periodontitis.

Key words. TNF-a, Cytokines, Gene Polymorphism, Periodontitis
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Introduction and Review of Literatures

INTRODUCTION AND REVIEW OF
LITERATURE

Periodontal diseases are chronic inflammatory conditions
which result in loss of the tooth-supporting structures including

osteoclastic resorption of alveolar bone in the jaw (Page and

Schroeder, 1982).

Periodontal diseases comprise a variety of conditions affecting
the health of the periodontium. Although the classification scheme
defined at the 1989 World Workshop in Clinical Periodontics
subdivided these diseases into a number of clinically defined
subforms, subsequent attempts to categorize patients according to the
defined criteria have demonstrated the considerable problem of

overlap in the disease definitions (Armitage, 1996).

Later on, periodontal diseases were classified into gingivitis,
chronic periodontitis, aggressive periodontitis, periodontitis as a
manifestation of systemic disease, necrotizing periodontal diseases,
periodontal abscess, periodontitis with endodontic lesions and
finally, developed and acquired deformations and conditions (ADA

classification, 1999).

Research dating back to the 1980s has shown that relatively
few sites with gingivitis go on to develop periodontitis (Listgarten et
al.,1985; Haffajee et al., 1988; Okamoto et al.,1988; Lindhe et al.,
1989; Machtei et al., 1999; Kornman, 2001).

Clinical models of disease activity in periodontitis range from a

continuous progression of disease during which loss of attachment
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occurs at a slow rate over long periods of time to an episodic burst
model in which loss of attachment occurs relatively rapidly during
short periods of disease activity (Socransky et al., 1984; Jeffcoat
and Reddy, 1991; Reddy and Jeffcoat, 1993).

Development of gingivitis requires the presence of plaque
bacteria (LOe et al., 1965; Theilade et al., 1966), which are thought
to induce pathological changes in the tissues by both direct and

indirect means (Page, 1986).

The early vascular changes occur in the periodontium, with
exudation and migration of phagocytic cells, including neutrophils
and monocytes/macrophages, into the junctional epithelium and
gingival sulcus, resulting in initial gingival inflammation. These
changes are accompanied by increases in the size of the connective
tissue infiltrated by leukocytes, loss of perivascular collagen fibres,
and proliferation of junctional epithelium. During the early stage, the
inflammatory infiltrate is mostly T-cells, whereas in the established

lesions, B-cells become the most common inflammatory cells (Page

and Schroeder, 1976).

The contribution of the acquired immune cells in the
progression of periodontal disease has long been controversial, with
its exact role in the protection versus destruction of the host’s
periodontium being unclear (Klausen, 1991; Ebersole and
Taubman, 1994; Zambon, 1996).

Although direct evidence for specific mechanisms explaining
the appearance and progression of gingivitis lesions is not available,

the chronic inflammatory infiltrate characteristic of the early and



