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Y|Üáà Éy tÄÄ g{tÇ~á àÉ ZÉw TÄÅ|z{àç ã{Éáx ÑÉãxÜ tÇw uÄxáá|Çzá |Ç|à|tàx 
tÄÄ à{x zÉÉw à{|Çzá ã|à{|Ç âá tÇw ÅÉà|ätàxá ÉâÜ ã|ÄÄ àÉ wÉ à{x uxáà yÉÜ 
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Introduction 

 

Periodontal disease which is marked by inflammation may result in 

subsequent loss and / or damage to tooth, supporting tissue including bone, 

cementum and periodontal ligament. (polson and caton 1982). It is widely 

accepted that periodontal pathogens are accused for the initiation and 

sustenance of the inflammatory process in periodontal disease which is 

crucial for the destruction of mineralized and non-mineralized extracellular 

matrices in periodontal tissues (page 1991). Bacterial plaque products 

induce the differentiation of bone progenitor cells into osteoclasts and 

several host factors released by inflammatory cells are capable of inducing 

bone resorption in vitro and can play a role in periodontal disease (Schwartz 

et al., 1997).These mediators are interleukin – 1, (1L-1) tumor necrosis 

factor – alpha, IL – 6 and prostaglandinE2 (PGE2) (Munday 1991) and 

some that are involved in inhibiting bone resorption like osteoprotegrin (Mc 

Cauley and Nohuch 2002).  

 

The national institute of dental and craniofacial research performed 

concentrated research in salivary diagnostics, significant advancements have 

been achieved within the past 10 years using saliva, gingival crevicular fluid 

(GCF) and mucosal transudate as biological samples for the detection of 

oral and systemic illnesses (Streckfus and Bigler 2002). Salivary secretions 

are easily collected and containing local and systemic – derived biomarkers 

of periodontal disease (Mandel 1993).  

 

Biomarkers of bone resorption or turnover include several biomarkers 

such as alkaline phosphatase (ALP) which is a catalyzing enzyme and its 


