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ABSTRACT 

The common form of periodontitis which generally occurs in the adult population above the age of 35 years is 

chronic periodontitis. When a rapid alveolar destruction is observed in the patient, age below 25 years 

without any local and systemic contributing factors, an aggressive form of periodontitis can be suspected. 

Although familial aggregation was generally observed among the patients, the mode of inheritance varies in 

different geographical location, population, and race. Further, when a presented patient has severe 

attachment loss and bone loss confined to permanent first molars and incisors, it is suggestive of localized 

aggressive periodontitis. Here, we presented a case of localized aggressive periodontitis which was managed 

by conservative flap surgery without the use of any bone graft materials. 
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Introduction 

Aggressive periodontitis is a rare form of 

periodontitis, characterized by rapid periodontal 

tissue destruction in systemically healthy 

individuals.
1
 In 1999, Lang et al.

2
 have delineated 

the primary and secondary features of Aggressive 

periodontitis. The Primary features of Aggressive 

periodontitis are rapid attachment loss and bone loss, 

familial aggregation and except having periodontitis 

patients are systemically healthy. The secondary 

features that usually present in aggressive 

periodontitis may not be always present. These 

features include: 1) The amount of plaque i e, 

microbial deposits) is inconsistent with the amount 

of periodontal tissue destruction, 2) There may be 

elevated levels of A. actinomycetemcomitanswhile 

in some other population P.gingivalismay be 

elevated,3)Phagocyte abnormalities may exist, as 

well as hyper-responsive macrophage phenotype 

may also be present that lead to the elevated 

production of proinflammatory cytokines like  IL-

1β and PGE2 in response to microbial challenge, 4) 

The progression of attachment loss and bone loss 

may self-arrest. Based on clinical presentation, 

aggressive periodontitis is further classified into two 

forms: localized aggressive periodontitis and 

generalized aggressive periodontitis. Localized 

aggressive periodontitis is characterized by rapid 
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interproximal attachment loss and bone loss in at 

least two permanent teeth, one of which is first 

permanent molar and involving not more than 2 

teeth other than first molars and incisors; occurrence 

in circumpubertal age and  robust antibody response 

to infecting microorganism.
2
 This case report 

describes a case of localized aggressive 

periodontitis which was treated with antibiotic 

therapy and conservative flap surgery in a 21-year-

old female patient that was successful in 

maintaining dental integrity. 

 

Case Report 

A 21-year-female presented to Department of 

Periodontology and Oral Implantology with a chief 

complaint of gum bleeding for 3 months during 

brushing. The patient denied of having any systemic 

disease. When inquired about family history, she 

told that her mother had lost most of her teeth in the 

early 4th decade. She was a non-smoker and non-

alcoholic. Intraoral examination showed a minimum 

plaque and calculus deposits (See Figure 1). 

However, erythematous marginal gingiva with 

papillary gingival enlargement in relation to lower 

anterior teeth was observed. Almost all the tooth 

exhibited bleeding on slight provocation along with 

Degree 1 mobility of #16, #21, #26 and #46. A 

2mm of midline diastema was also observed in 

between maxillary central incisors. The upper 

maxillary labial frenal attachment was gingival. 

Deep Periodontal pockets range from 5 to 8mm 

depth along with 2 to 5mm clinical attachment loss, 

were observed in all four first molars and left 

central incisors (See periodontal chart 1). 

Orthopantomogram revealed an arc shape vertical 

defects in relation to #16, #21, #26, #35 and #46 

(See Figure 2). The complete blood counts, as well 

as fasting and random blood sugar, were within 

normal limits. Based on the patient age of 

presentation, history, clinical and radiographic 

investigations, a localized aggressive periodontitis 

was diagnosed. 

 

 
Figure 1: Preoperative frontal view showing 

minimal local deposits 

 

 
Figure 2: Preoperative Orthopantomogram showing 

angular bony defects 

 

Periodontal Chart 1: Preoperative probing pocket depths 
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The treatment began with supragingival ultrasonic 

scaling. The patient was also informed about the 

heredity nature of disease so that she would take 

proper take care of dentition of her children in 

future. Besides, proper modified Bass technique of 

brushing was trained so that she would maintain 
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meticulous plaque control. After two weeks of the 

first visit, subgingival scaling and root debridement 

were done with curette followed by the prescription 

of antibiotics (amoxicillin 500mg + metronidazole 

400mg thrice daily for 8 days, analgesics (Ibuprofen 

400mg for a day followed by SOS) and mouthwash 

(Chlorhexidine 0.2% twice daily for 2 weeks. 

Supragingival ultrasonic scaling was carried out for 

further 2 appointments monthly. Re-evaluation of 

phase I periodontal therapy was done after 3 months 

of initial scaling. The mandibular anterior gingiva, 

which was swollen and inflamed in the first visit, 

was now appeared pink and healthy with negative 

bleeding on probing (See Figure 3). The periodontal 

charting also revealed improvement in probing 

depths (Periodontal Chart 2). Even though, # 16, # 

26, # 36, # 35, and # 46 had still persistent pocket 

measuring more than 5mm. Therefore, modified 

flap operation (Kirkland flap) was performed as a 

further management of those teeth. Periodontal flap 

were reflected from #17, #16, #15, and #14 for 

treatment of #16. Analgesics  and mouth rinse were 

again prescribed. Similarly, periodontal flap 

surgeries were performed for the treatment of # 26, 

# 36, # 35, and # 46 in separate appointments. After 

one month of surgery, the interdental brush was 

advised as there were the openings of gingival 

embrasures with respect of first molars due to the 

recession. 

 

 
Figure 3: Frontal view after Phase I therapy 

showing establishment of healthy gingiva in relation 

lower anterior  

Teeth 

 

 

Periodontal Chart 2: Pocket depths were reduced to healthy gingival sulcus in lower anterior teeth 
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Six months after flap surgery, the periodontal 

charting was again done (Periodontal Chart 3). 

None of the periodontal sites revealed a probing 

pocket depth of 5 or more than 5mm. OPG also 

revealed a reduction of an angular defect with 

respect the first molars (Figure 4). As the patient 

was also concerned about midline diastema in 

between maxillary central incisors, she was referred 

to Department of Orthodontics. After orthodontic 

treatment, the midline diastema was corrected 

which was very aesthetically pleasant (See Figure 5). 

The patient was kept on regular follow up. 

 
Figure 5: Frontal view at the time of completion of 

orthodontic therapy 
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Figure 4: OPG showing bone fill in relation to first 

molars 

 

Periodontal Chart 3: Probing pocket depths were within normal limits (<3mm) except in certain sites, 

where 4mm were observed. 
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Discussion  

The Localized Aggressive Periodontitis (LAP) is a 

rare type of periodontal disease, characterized by 

rapid loss of alveolar bone specifically in the region 

of the permanent first molars and incisors.
3
 The 

Localized Aggressive Periodontitis (LAP) was first 

described by Gottlieb, in 1923, as a diffuse atrophy 

of the alveolar bone. The epidemiological data of 

aggressive periodontitis is less compared to chronic 

periodontitis and the data available are also related 

to the previously valid definition of the juvenile or 

early onset periodontitis. The prevalence of early 

onset (aggressive) periodontitis in the various race-

ethnic groups is 0.1–0.2% in Caucasians, 1.0–3.0% 

in Africans and African-Americans, 0.5–1.0% in 

Hispanics and South Americans, and 0.4–1.0% in 

Asians.
4
A. actinomycetemcomitans is regarded as a 

key microorganism in LAP based on four lines of 

evidence. 
5 

The periodontal therapy for the aggressive 

periodontitis comprises: oral hygiene instruction for 

improving the patient’s plaque control, mechanical 

removal of dental biofilm by supra- and subgingival 

scaling and root planing, adjunctive antimicrobial 

therapy (local and/or systemic), control of local 

etiologic factors, occlusal therapy and periodontal 

surgery – if necessary and periodontal maintenance. 
6
  In the present case, antibiotics were prescribed 

immediately following the subgingival root 

debridement. The reason behind prescribing the 

antibiotics was because the periodontal pathogens 

(e.g. A. actinomycetemcomitans, P. gingivalisetc) 

which cause LAP, have the ability to invade and 

penetrate the periodontal epithelium and connective 

tissue.
7
 Therefore, to eradicate these tissue bacteria, 

antibiotics are recommended in an adjunct to 

mechanical therapy. The combination of 

metronidazole and amoxicillin were chosen as the 

antibiotics of choice as this combination had shown 

a predictable eradication of A. Actinomycetem-

comitans and marked reduction of P. gingivalis in 

aggressive periodontitis cases.
8 

In the areas of persistent pocket, periodontal 

surgeries were performed because of several 

studies
9,10

 that revealed a better elimination of 

putative periodontal pathogen with access flap 

surgeries compared to non-surgical therapies only. 

Although there is an advancement in the 

regenerative materials, they could not be a suitable 

alternative for every patient in the treatment of 
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periodontal bone defects owing to economic factors, 

ease of availability, as well as religious belief. In the 

present case too, flap surgery was performed 

without the use of any bone graft materials or 

membrane. 

 

Conclusion 

Early detection and treatment of the case of 

localized aggressive periodontitis is the key to 

achieve the success and to prevent functional and 

psychological impairment caused by tooth loss. 
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