
1/3

Short Communication

Periodontal disease is a destruction of the tissues that support 
the teeth initiated by dental plaque. Bacteria present in the mouth 
attach to the tooth surface and penetrate below the gum line 
destroying the periodontal ligament. In Figure 1 we can see calculus 
below the gum (mineralized plaque) which has active plaque on top, 
which is responsible of the damage. However tissue destruction 
around the tooth is produced by the immune response to plaque 
and not by the plaque itself. That’s why periodontal disease does 
not affect all subjects with the same severity.

Figure 1: Periodontal disease with calculus below the 
gingival.

Diabetic patients have shown more severe periodontal disease 
than healthy control groups, especially when poor glycemic 
control is present Figure 2 shows a diabetic individual with severe 
periodontal disease, teeth are longer with increased mobility and 
migrations, roots are exposed and inflammatory signs can be 
observed in the gingival (edema, redness and bleeding). We also can 
see extreme bone destruction around teeth in X-rays from Figure  

 
3 (bone should be 1,5mm below the enamel of the crown). One 
hypothesis to explain this damage in the periodontal tissues states 
that advanced glycosylation end products that appear in diabetic 
patients due to the hyperglycemia make the immune system hyper-
reactive to dental plaque, increasing destruction of periodontal 
support [1-3]. 

Figure 2: Patient 1: Severe periodont it is in a diabetic 
patient.

Figure 3: Patient 1: Periodontal destruction showed by 
periapical X-ray.
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It also has been correlated periodontal disease severity with 
some systemic inflammatory markers such as C- reactive protein 
in diabetic patients . This is an interesting finding because it could 
show that some subjects have a more reactive immune system 
to oral plaque and diabetes inflammatory products, leading to 
more periodontal destruction in the mouth and more diabetic 
complications in the body. 

Even though diabetic individuals have more severe periodontal 
disease, a successful periodontal treatment can be performed. 
Elimination of plaque and calculus attached to the tooth, 
appropriate oral hygiene and periodontal control every 6 to 12 
months are the keys for success. Treatment results can be improved 

if we associate an antibiotic such as doxycycline (100mg per day for 
15 days) at the same time we remove the dental calculus, but we 
have to keep in mind that more recurrence of periodontal disease 
will be observed in diabetic patients that have poor glycemic 
control. More information about the relationship between diabetes 
and periodontal disease can be found in [4].

Some cases of period on it is in diabetics are diagnosed very 
late. At this time, teeth have lost most of their support and must be 
extracted. Fortunately we can use nowadays predictable techniques 
to regenerate bone for placing dental implant to achieve a new 
dentition (Figure 4-6) [5,6].

Figure 4: Patient 2: Computerized tomography of a diabetic subject that will lose all the teeth due to periodontal disease. The 
reduced bone in the upper posterior areas can be observed. 

Figure 5: Patient 2: Bone regeneration achieved inside the maxillary sinus (new bone has a different radiopaque image than the 
original bone).
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Figure 6: Patient 2: Panoramic X ray with implants 
supporting a fix upper and lower prosthesis.
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