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Introduction
Periodontitis afflicts millions of people 
worldwide and has been the most 
common cause for tooth loss in adults.[1] 
It has been defined as an inflammatory 
disease of the supporting tissues of the 
teeth caused by specific microorganisms 
or groups of specific microorganisms, 
resulting in progressive destruction of the 
periodontal ligament and alveolar bone 
with pocket formation, recession, or 
both.[2] This form of disease is 
differentiated from gingivitis by the 
presence of attachment loss. A unique 
form of this disease is aggressive 
periodontitis, which occurs in the 
presence of scant local factors and has a 
rapid rate of progression of the disease 
with consequent pocket formation and 
bone loss. Generalised aggressive 
periodontitis is a disease characterized by 
“generalized interproximal attachment 
loss affecting at least three permanent 
teeth other than the first molars and 
incisors.[3] In the past this form of 
disease has been referred to as rapidly 
progressive periodontitis. It generally 
occurs in individuals under the age of 30, 
but older patients may also be 
affected.[3]

Gingival enlargement can be caused by a 
variety of reasons including long 
standing inflammation,[4] consumption 
o f  d r u g s  w h i c h  c a u s e  
enlargement,[5],[6],[7] hormonal 
influences[8] and in some cases 
idiopathic.[9]
Chronic inflammatory enlargement is its 
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Abstract
Generalized aggressive periodontitis (GAP) has been associated with gingival enlargement in a 
number of case reports. Most of these cases are GAP associated with hereditary gingival 
fibromatosis. Here is a 28 year old patient with GAP associated with severe gingival enlargement 
of inflammatory origin. This case report highlights the possibility of gingival enlargement 
associated with GAP in a non-syndromic form.
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most common form and it is always 
associated with plaque and calculus 
which contribute to the onset and severity 
of enlargement. Prolonged exposure to 
plaque/calculus has been identified as the 
primary etiologic agent in this form of 
disease. Factors favouring plaque 
accumulation is one of the risk factors for 
this lesion. Starting off as life preserver 
shaped enlargements in the interdental 
papilla, these lesions can progressively 
increase in size involving the papillary 
and marginal gingiva until they cover 
large parts of the crown, in a localized or 
generalized form.[4],[10]

Drug induced enlargement has been 
shown to be a painless bead like 
enlargement involving the interdental 
papilla, extending into the gingival 
margins. These isolated enlargements 
coalesce over time to involve large parts 
of the gingiva. The attached gingiva is 
seldom involved in these cases. The 
drugs commonly associated with 
consumption of drugs like calcium 
channel blockers, anticonvulsants and 
immunosuppressants.[10]

Idiopathic gingival enlargement (also 
k n o w n  a s  i d i o p a t h i c  g i n g i v a l  
fibromatosis, hereditary gingival 
fibromatosis) manifests soon after the 
eruption of the teeth and involves all parts 
of the gingiva including the attached 
g i n g i v a ,  w h i l s t  v a r y i n g  i n  
severity.[9],[11],[12]

Hormonal disturbances have also been 

shown to cause enlargement. These 
lesions commonly manifest during 
pregnancy or puberty.[8]

The consistency of the gingiva in both the 
drug induced and the idiopathic form is 
usually firm and resilient unless 
complicated by inflammation.[10]

Gingival enlargement has been seen to 
occur concomitantly with generalised 
aggressive periodontitis in a number of 
case reports. In most of these cases, the 
enlargement has been of idiopathic 
origin.[15],[16],[17],[18],[19] Some 
other reports have shown aggressive 
bone destruction with localised gingival 
overgrowth.[20],[21]

The case presented in this article is 
unique as it was inflammatory in origin. 
This patient presented with massive 
gingival enlargement associated with 
generalised aggressive periodontitis.

Case Report:
A 28 year old female patient presented to 
a private practitioner in Bangalore 
complaining of swollen gums and mobile 
teeth. The medical history of the patient 
was non contributory and the patient was 
not under any active drug treatment. 
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contributory to the lesion. (Table 1)
Biochemistry investigations analysing 
alkaline phosphatise, AST, ALT, bilirubin 
and albumin globulin ratio were also 
taken. The results of these investigations 
too painted a normal picture.

Histologic examination: The excised 
tissues were sent for a biopsy. The 
findings of the excisional biopsy showed 
parakeratinised stratified squamous 
epithelium with areas of hyperplasia and 
atrophy. The underlying connective 
tissue was oedematous in areas with 
diffuse chronic inflammatory infiltrate 
predominantly lymphocytes and plasma 
cells with few mast cells, numerous 
engorged blood vessels and with 
extensive areas of fibrosis. These 
f i n d i n g s  w e r e  s u g g e s t i v e  o f  
inflammatory gingival hyperplasia. 
(Photograph 5)

Differential diagnosis:
Chronic generalised periodontitis 
a s s o c i a t e d  w i t h  i n f l a m m a t o r y  
enlargement.
Generalised aggressive periodontitis 
a s s o c i a t e d  w i t h  i n f l a m m a t o r y  
enlargement.
Generalised aggressive periodontitis 
associated with idiopathic gingival 
enlargement.

Diagnosis:
After evaluating the clinical and 
radiographic findings, a diagnosis of 
generalised aggressive periodontitis was 
arrived at.

Treatment:
The patient was placed on regimen of 
Doxycycline hyclate 100 mg for 14 days 
(twice daily on the first day followed by 
once daily for 13 days).[14] Initial 
scaling and root planing was followed by 

Other systemic diseases like leukaemia 
were also ruled out after consultation 
with the physician. The patient also gave 
a history that 36 and 37 had undergone 
endodontic treatment about 4 years back. 
At that time the enlargement did not exist.
On intraoral examination moderate to 
severe gingival enlargement was found 
throughout the dentition. Enlargement 
was most severe in the second and third 
quadrants, with the regions of 35,36 and 
37 being the most involved. The 
enlargement in this area was grade IV as 
d e s c r i b e d  b y  E v a  I n g l e s . [ 1 3 ]  
(Photographs 1-3)

Scant local factors on the form of plaque 
or calculus were found. There were also 
no obvious signs of inflammation. 
Periodontal probing revealed deep 
pockets  throughout  the mouth.  

Radiographic examination showed 
generalized horizontal bone loss with 
unresolved/recurrent endodontic lesions 
in the region of 36 and 37. (Photograph 
4) Incidentally this area presented with 
the most severe enlargement.{Grade 
IV}[13]

Laboratory Investigations:
Blood investigations in the form of 
c o m p l e t e  b l o o d  p i c t u r e ,  I N R  
( P r o t h r o m b i n  t i m e ) ,  p a r t i a l  
thromboplastin time and random blood 
sugar were taken. All these were found to 
be within normal limits and non-

Table 1

Investigation 

Alkaline phosphatase

SGPT/ALT

AST/SGOT

Total bilirubin

Direct bilirubin

Total protein

Albumin

Serum calcium

Hemoglobin (%)

Bleeding time

Clotting time

INR Prothrombin time

Total WBC count (%)

MCV

MCH

MCHC (%)

Erythrocytes

Thrombocyte

Hba1c

Normal value 

67-190 U/L

12-32 U/L

4-36 U/L

Upto 1.0 mg/dl

Upto 0.3 mg/dl

6R09;8.3 g/dl

3.5R09;5.3 g/dl

8.4-10.2 mg/dl

12-16 g

2R09;5 min

3R09;8 min

4000-11000 cells

Polymorphs–50R09;60

Lymphocyte–28R09;40

Eosinophil–1.0-2

Monocyte–1.0-2

Basophil–0-1 0

84R09;93 fl

27- 38 Pg

32- 36

3.8R09;4.8×106/mm3

120- 280×103/mm3

4%-6% Normal

<7% Good Diabetes control

7%-8% Moderate

diabetes control

>8% Action suggested

to improve

diabetes control

Result

134

19

14

0.6

0.2

8.3 g/dl

4.2 g/dl

9.5 mg/dl

14

2’15”

3’30”

10900 cells/ccm

50

35

1

0

0

90 fl

29.9 Pg

32.9

4.44×106/mm3

200×103/mm3

5.7

Photograph 1. Preoperative frontal view. Note the 
enlargement in the interdental areas of the maxillary and 

mandibular anteriors

Photograph 2:Preopearative view of the third quadrant. Note 
the severe gingival enlargement covering the crowns of the 

teeth.

Photograph 3:Preopearative view of the second quadrant.

Photograph 4:OPG of the mouth shows generalized 
horizontal bone loss

Photograph 5:Histopathologic picture shows parakeratinised 
stratified squamous epithelium with areas of hyperplasia and 
atrophy. Connective tissue shows lymphocytes and plasma 
cells with few mast cells, numerous engorged blood vessels 

and with extensive areas of fibrosis
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to the reasons mentioned above. The 
most likely diagnosis in this case was 
chronic inflammatory enlargement 
despite the lack of obvious clinical signs 
of inflammation. The association 
be tween  chron ic  in f l ammatory  
enlargement and generalised aggressive 
periodontitis has not been reported too 
often in the past. Generalised aggressive 
periodontitis has been shown to have an 
episodic nature with periods of activity 
and periods of inactivity. During the stage 
of activity it has been stated that the 
gingiva can be fiery red, with signs of 
severe inflammation and a rapid rate of 
progression. However during the stage of 
inactivity, the gingival tissues may 
appear pink and free of inflammation, 
a l though present ing wi th  deep 
pockets.[22] The present case may have 
been a patient that was seen during the 
stage of inactivity, as shown by fibrotic 
nature of the enlargement. 
The patient is under regular recall 
maintenance program and has yet to 
report any signs of recurrent disease.

Conclusion:
Here is a case of severe gingival 
enlargement associated with GAP. The 
lack of any contributory systemic history 
and its recent occurrence has been 
highlighted. Most other case reports 
show the enlargements to be hereditary or 
idiopathic in nature. This case report 
shows a case with chronic inflammatory 
enlargement and emphasises the possible 
non-syndromic occurrence of the two.
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