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Periodontitis alveolar bone destruction mechanism — 

Periodontal bacteria and inflammation 

 Deniel Smith
 

 

 

eriodontitis could be a chronic inflammatory condition caused 
by bacterium within the mouth. Odontology tissues like gum, 

odontology ligament, cementum, and alveolar bone area unit broken 
because the inflammation continues. Severe injury of the alveolar 
bone, particularly, leads to the dearth of support for the teeth that 
eventually fall out. Tooth loss causes occlusal instability that lowers 
one's quality of life. Periodontal tissue regeneration treatment has 
been established in recent years to rebuild periodontal tissues lost due 
to periodontitis. However, total restoration to the original form has 
yet to be accomplished. Periodontitis has also been linked to the 
development of systemic illnesses. As a result, understanding the 
pathophysiology of periodontitis is critical for overcoming the illness 
and developing innovative treatment options.  

Osteoclasts develop from the macrophage cell lineage in the blood, 
which is referred to as osteoclast precursor cells. Osteoclasts are 
multinucleated large cells with diameters ranging from 20 to 100 m 
that are the only cells capable of destroying and resorbing bone tissue 
in vivo. They exhibit histological expression of tartrate-resistant acid 
phosphatase (TRAP), a bone matrix-degrading enzyme that is 
employed as an osteoclast-specific marker. Osteoclasts connect to 
bone surfaces via V3 integrin, which triggers the Src-dependent 
signaling pathway, facilitating the development of actin rings and 
wavy edges. Following that, proteolytic enzymes such as cathepsin K 
and H+ ions are released into the resorption foci, and bone 
resorption occurs. Sorting nexin 10 (SNX10) and Pleckstrin 
homology domain-containing family M member 1 (PLEKHM1) play 
crucial roles in the vesicular transport of proteolytic enzymes. Their 
mutations have the potential to produce autosomal recessive marble 
bone.  

RANKL is expressed on osteoblasts, T cells, chondrocytes, osteocytes, 
and synovial fibroblasts, as well as periodontal tissue. Alveolar bone, 
periodontal ligament, gingiva, and cementum are all components of 
periodontal tissue that express RANKL. A periodontal ligament is a 

soft tissue that connects the alveolar bone to the teeth. When 
periodontal ligament cells were co-cultured with osteoclast progenitor 
cells, they expressed RANKL and generated osteoclasts. Furthermore, 
when stimulated by periodontal bacterial lipopolysaccharide, 
periodontal ligament cells generate proinflammatory cytokines and 
influence osteoclast production (LPS). However, osteoclasts generated 
in co-culture with periodontal ligament cells were shown to have no 
bone resorption potential. Gingival epithelial cells and fibroblasts 
make up the gingiva. The gingiva is the periodontal tissue's outermost 
layer and the initial location where periodontal bacteria can infiltrate. 
Gingival epithelial cells and fibroblasts have been shown to express 
RANKL. When gingival epithelial cells were co-cultured with 
osteoclast progenitor cells, they generated osteoclasts capable of bone 
resorption. Osteoclasts generated in co-culture with gingival 
fibroblasts, on the other hand, were incapable of bone resorption. 
Cement oblasts are the cells that make up the cementum that 
surrounds the tooth root. When cocultured with osteoclast 
progenitor cells, cementoblasts expressed RANKL and produced 
osteoclasts. Interleukin (IL)-1 and parathyroid hormone-related 
peptides have been demonstrated to promote osteoclast genesis 
(PTHrP). 

Periodontal tissue is constantly exposed to oral bacteria as well as 
other physical stimuli induced by mastication. Under physiological 
settings, a delicate balance occurs between the local immune response 
and the microbiota. Immune surveillance and tolerance to local 
microbiota are possible without a significant inflammatory response. 
Nonetheless, after colonization by a "keystone" pathogen such as P. 
gingivalis, the microbiota composition and total numbers are 
changed, increasing the pathogenicity of the whole community and 
disrupting tissue homeostasis. Under these conditions, the response 
becomes hyperactive, leading to immune cell infiltration, overrun of 
pro-inflammatory cytokines, stimulation of osteoclastic activity, and, 
eventually, destruction of the animal tissue and alveolar bone. This 
section describes cytokines and immune cells that area unit directly 
concerned in osteoclastogenesis in disease. 
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The aetiology of periodontal disease has mostly concentrated on a few 
numbers of bacterial species, primarily members of the red complex 
group, and the impact of the presence and components of other 
indigenous bacteria have not been well examined. Pathways of 
alveolar bone desorption and destruction by periodontitis that are 
now possible. Periodontal bacteria induce osteoclastogenesis both 
directly and indirectly through immune system activation. The 
keystone theory has focused attention on other commensal bacteria 
and their flora, but this does not exclude out the pathogenicity of the 
red complex, including P. gingivalis. The majority of research based 
on the keystone theory have been done in mice, thus human studies 
will be quite interesting in the future. Periodontitis is an 
inflammatory bone disease that shares many characteristics with 
rheumatoid arthritis; nevertheless, there have only been a few 
findings indicating a link between periodontitis and rheumatoid 
arthritis. Based on the invention that odontology disease-associated 
microorganism, as well as P. gingivalis, ar found within the secretion 
of arthritis patients, many hypotheses are planned, as well as the 
likelihood that oral microorganism reach the tissue layer directly via 
the blood and exacerbate inflammation, and that P. gingivalis 
produces citrullinated supermolecule within the oral membrane and 
contributes to the assembly of anti-citrullinated supermolecule 
antibodies. 

 


