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Report     
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Aggressive periodontitis is a group of infrequent types of peri-
odontal diseases with rapid attachment loss and bone destruc-
tion, which are initiated at a young age. Aggressive periodontitis 
has received considerable attention due to its peculiar clinical 
presentation, occurring around puberty, with an apparent lack 
of local factors such as heavy amounts of plaque and calculus, 

in patients with reasonably good oral hygiene. Here, we pres-
ent a case of a 21 years old female patient who complained of 
malaligned teeth and wanted the correction of these malaligned 
teeth.

Among all the forms of periodontitis, aggressive periodontitis has 
received considerable attention due to its peculiar clinical presenta-
tion, occurring around puberty, with an apparent lack of local fac-
tors such as heavy amounts of plaque and calculus, in patients with 
reasonably good oral hygiene [1].

Aggressive periodontitis is a group of infrequent types of periodon-
tal diseases with rapid attachment loss and bone destruction, 
which are initiated at a young age. Though a variety of factors such 
as microbial, environmental, and behavioral factors and systemic 
diseases are suggested to influence the risk of aggressive peri-
odontitis, an individual genetic profile is a crucial factor, influencing 
the  systemic or host response-related risk [2],[3]. 

Aggressive periodontitis is characterized by a rapid and severe 
periodontal destruction in young systemically healthy subjects, and 
can be subdivided into localized and generalized forms according 
to the extension of the periodontal destruction [4].

Epidemiological surveys have shown that the prevalence of ag-
gressive periodontitis varies among ethnic groups, regions and 
countries, and that it may range from 0.1% to 15% [5], [6].This 
patient was later referred to the Department of Periodontics, where 
complete scaling and root planning, followed by the curettage of 
the required area was done. Then, she was put on analgesics and 
antiboitics to suppress the infection and was recalled after a week 
for follow up. 

 

Here, we present a case of a 21 years old female patient who com-
  .detcerroc eb ot meht detnaw ehs dna hteet dengilalam fo denialp

 
 

The pockets were 5-6 mm deep, with an attachment loss of 2-3 
mm; the mobility was grade I around the mandibular 1st molar. 
There was no significant pain and the probing revealed little sub-
gingival plaque and calculus.Routine hematological investigations 
revealed normal readings. In the radiological examination,   OPG 
showed moderate horizontal bone loss with the upper anteriors 
and mild bone loss with the upper and lower posteriors. A careful 
recording of the case history and the results of the clinical examina-
tion and the radiological findings confirmed the diagnosis of juvenile 
periodontitis [Table/Fig 3].
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 [Tab le/F ig-1 ] :  I ntraoral examination showing proclined upper 
 anteriors 

 [Tab le/F ig-2 ] :  I ntraoral examination 

 [Tab le/F ig-3 ] :  OPG showed modera te  ho r i zon ta l  bone  loss  

[Table/Fig 2]

On extra oral examination, incompetent and everted lips were not-
ed. On intraoral examination, proclined upper anteriors with spac-
ing were noted [Table/Fig 1]. Anterior open and deep bites were 
also noted.  On the right side, a class III molar relation and on the 
left side, a class II molar relation was noted. On probing, Grade I 
mobility of 11, 21, 32 and 42 was noted.
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A greater prevalence of aggressive periodontitis is reported in Afri-
cans and in African descendent groups than in Caucasians 
and Hispanics [7], [8].

There are many reports in the literature which describe families with 
multiple aggressive periodontitis and affected individuals, thus sug-
gesting familial aggregation [9-11].

Several research groups have used segregation analysis to deter-
mine the likely mode of inheritance for this trait. The patterns of dis-
ease in these families have led the investigators to postulate both 
the dominant and recessive modes of Mendelian inheritance for 
aggressive periodontitis [12-14].

Candidate gene approaches have been used to study aggressive 
periodontitis, but the results which have been obtained so far, are 
very diverse and conflicting [15], [16].

A case-control genome wide association study suggested a role of 
GLT6D1 in aggressive periodontitis in Germans [17].

One linkage study in African American families [18] showed that 
aggressive periodontitis is linked to the marker D1S492, which is 
located on chromosome 1q. 

The involvement of the first molars and the typical arcuate bone 
loss pattern at the given age of the patient suggested localized ag-
gressive periodontitis. 
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CONCLUSION
The early diagnosis and the management of these cases can 
help oral clinicians to maintain the health and function of the 
permanent  teeth and their surrounding structures.
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The disease appears to be the result of a defect in the immune re-
sponse rather than it being plaque and calculus deposition [2].

The localized form of aggressive periodontitis predominantly affects 
the 1st molar and the incisors, with loss of attachment in at least 
two permanent teeth, one of which is the 1st molar. The rate of 
alveolar bone loss is considerably higher in aggressive periodontitis 
than in chronic periodontitis. A striking feature is the absence of 
clinical inflammation with minimal local factors, despite the pres-
ence of a deep periodontal pocket. Various periodontal pathogens 
have been implicated in sites of aggressive periodontitis, but the 
role of Actinobacillus actinomycetem comitans has been the pre-
dominant one. Several authors have referred to it as an arc-shaped 
bone loss which extends from the distal surface of the 2nd premo-
lar to the mesial surface of the 2nd molar [19].

It has been shown by many investigators that patients with aggres-
sive periodontitis display functional defects of PMNL, monocytes or 
both,  but  without  any systemic manifestations [19].This  results 
in  a  reduced  defensive  ability  against  some  of  the  periodontal 
patho- gens.  Aggressive  periodontitis  has  a  familial  tendency, 
which sug-gests a genetic predisposition [19].

Clinically, the patient had characterized “first molar” presentation 
with interproximal attachment loss on the two permanent teeth, the 
left upper and the left lower molars. The pattern of alveolar bone 
loss was “arcuate”, extending from the distal surface of the second 
premolar to the mesial surface of the second molar, both in the 
upper as well as the lower jaws on the left side. There was a lack 
of clinical inflammation despite the presence of deep periodontal 
pockets and advanced bone loss. The amount of plaque on the 
affected teeth was minimal, which seemed to be inconsistent with 
the amount of periodontal destruction which was present. The facts 
that the patient was a female and that the onset had been circum 
pubertal also supported the clinical picture of localized aggressive 
periodontitis [20].
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