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Periodontitis and the bi-directional relation with systemic disease

Periodontitis refers to a number of inflammatory diseases affecting the periodontium , which is the tissues that : . V- N
surround and support the teeth. Periodontitis involves progressive loss of the alveolar bone around the teeth, e e
and in susceptible individuals If left untreated, can lead to teeth loss and adverse systemic impact. Etio-
pathogenesis of Periodontitis is a complex result of pathogens that surround the cervical teeth structure and
Invade into the connective tissue, along with an overly aggressive or compromised immune response against
these microorganism influenced by the genetic factors. A diagnosis of periodontitis is established by
Inspecting the gingiva by clinical examination of the tissue around the teeth with a probe and x-ray by visual
analysis, to determine the amount of bone presence( amount lost) around the teeth.

The 1999 AAP classification system for periodontal diseases and conditions listed seven major categories of
destructive periodontal diseases. The seven categories are as follows:

Chronic periodontitis

Localised aggressive periodontitis

Generalised aggressive periodontitis

Periodontitis as a manifestation of systemic disease and /or associated with genetic disorders

Necrotising ulcerative gingivitis/ periodontitis

Abscess of Gingiva / Periodontium

Combined periodontic- endodontic lesions
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Intra —oral Signs & symptoms

In the early stages, periodontal disease (PD) the symptoms in many individuals cause minimal discomfort , these delays the patient seeking any
treatment,

until disease has progressed significantly in susceptible individuals.

Common symptoms of inflammation

1.Redness or bleeding while brushing from the gingiva, or using dental floss or biting into hard food

2. Swelling of gingiva

3. excess bleeding with sensitive gingiva as disease progresses.

4. Oral Malodor, or bad breath, and a persistent metallic taste in the mouth.

5. Gingival recession, resulting in apparent lengthening of teeth. Healthy
6.Deep pockets between the teeth, sites where the attachment has been gradually destroyed by collagen-destroying enzymes & bone loss
7. Loose teeth, in the later stages

Periodaohtal

Chief pathogens in Periodontitis are:

P. Gingivalis, Tanerrella forsythia, Aggregatibacter actinomycetecomitans, Treponema denticola, F.nucleatum, Prevotella intermedia.
Recent studies concluded that specific pathogen-host response is influenced by differential regulation of gene or protein expression.
While all perio- pathogens induce a common core of differentially regulated gene for an inflammatory response, the major cellular
response is regulated by the genetic profile of a specific pathogen and susceptibility of the host. There is considerable ongoing efforts
to understand the aetiology and pathogenesis of PDs, both individually and related to systemic disease. Therapeutic approaches which
can offer early intervention and prevention are still an ongoing effort while some investigation into safe host-modulation appears

promising.
Systemic bidirectional effect of Periodontal disease Figure 1. Schemartic [llustration of the Pathogenesis of Periodontitis
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One of the mechanisms of diminished bone formation is through reduced numbers of osteoblasts caused by the

ﬁ brlnogen, PA' '1 ) impact of inflammation on apoptosis, proliferation, or differentiation of bone-lining cells. A" g 'Cg !:‘nﬁ'il S At h erosc !Qf Osrs

Comparative disease activity Key Message: Health Practioners & dentists should work together here >

Periodontitis and rheumatoid arthritis 4 Emphasise the need for an healthy life style >

/
/," Reduction of Risk factor

W csrexiezteny modification: | Reinforce periodical oral & systemic exams
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Controlled with a combination of Once treatment started with first \". ::3(:' f'"‘m for clinical |
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controlled Explain and educate multi-factorial risk factors that can progress, if left
unattended
e treme downhil Progressive RA Practioners should concentrate on a multi-disciplinary approach in the care of
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does not stop progression ot when informing patients Be Patient in giving information, reinforcing on the
< - key issues.

Have pamphlets in the office that emphasise the need for oral examination and >
oral care
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