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ABSTRACT 

 
Introduction: Gingival enlargement is defined 
as an overgrowth or increase in size of 
gingivae. Gingival enlargement is associated 
with multiple factors including inflammation, 
medications, neoplasia, hormonal 
disturbances and rarely heredity. Hereditary 
gingival fibromatosis (HGF) is a rare gingival 
lesion (1 in 7,50,000) that presents as localized 
or generalized fibrotic enlargement of the 
attached gingivae as well as the gingival margin 
and interdental papillae. The gingiva is 
characterized as pink, firm and fibrous, with 
little tendency to bleed. It causes aesthetic 
disfigurement, speech disturbances, abnormal 
tooth movement and dental occlusion 
problems. HGF can present as an isolated 
feature or as a part of the syndrome. HGF 
inheritance is transmitted through both 
autosomal dominant and recessive modes. 
Case Series: This report presents hereditary 
gingival fibromatosis in a family, described 
with multiple affected subjects in four 
generations, consistent with an autosomal 
dominant  mode  of  inheritance. Conclusion: It  
  
 
 
 
 
 
 
 
 
 
        
 
 
 

 
 
 

 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
is a unique report of pedigree presenting 
gingival enlargement in four generation. Very 
few papers are published previously on this 
topic. Like other reported family, in current 
family variable expression of HGF was seen 
because most of the affected persons had 
generalized gingival enlargement while some 
had localized involvement. 
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INTRODUCTION 

 
Hereditary gingival fibromatosis (HGF) is a rare 

condition characterized by progressive enlargement of 
the gingivae, with a reported incidence of 1 in 750,000 
[1].  

Most cases of HGF appear to be inherited in an 
autosomal-dominant manner [2], although autosomal 
recessive inheritance has been reported [3]. The 
hyperplastic gingiva presents with normal color, has a 
firm consistency, and an abundance of stippling of the 
attached gingiva. Buccal/labial and lingual/palatal 
tissues may be involved in both the maxilla and the 
mandible. The degree of enlargement may vary from 
mild to severe and may be the same between 
individuals within the same family [2, 3]. Most cases 
are seen from birth, but the condition may not be 
noticed until later childhood at the time of eruption of 
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the deciduous or permanent teeth. This condition may 
appear as an isolated disorder, but in some cases it is 
associated with other conditions such as hypertricosis 
and epilepsy or with syndromes such as Zimmerman-
Laband, Murray-Puretic-Drescher, Cowden’s and 
Cross syndrome [4]. 

In addition to cosmetic concerns, the compromised 
oral cavity may cause difficulty while eating, with 
speech, for hygiene, and oral competence. In addition, 
social consequences can be dramatic, forcing patients 
to lead isolated, reclusive lives. 

 
 

CASE REPORT 

 
Family Details 
 A 25-year-old male patient (of IIIrd generation from 
our pedigree) reported with the chief complaint of 
excessive gum covering all of his teeth since last 15 
years. On questioning he recalled that many of the 
members in his family are affected by same condition. 
The pedigree structure is shown below. In generation 
II, five out of eight offspring’s were found to be 
affected. These five had a total of 22 children in 
generation III, out of whom nine were found to be 
affected, and from these nine only one person is 
married and he has two children, one of them is 
affected in generation IV.             

 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 

 Almost all individuals received an oral and dental 
examination, and based upon the presence or absence 
of gingival enlargement, were classified as affected or 
unaffected. To be classified as affected, an individual 
had to have keratinized gingival tissue covering at least 
one-third of the crowns of a minimum of five teeth. All 
individuals were asked about exposure to prescription 
and non-prescription of medications, and specifically 
for exposure to medications associated with gingival 
overgrowth, including phenytoin, cyclosporin, and 
calcium channel blockers [5]. No family members 
reported a history of hearing loss or epilepsy, and 
hypertrichosis was not observed in any individual. 
These clinical findings have been previously associated 
with syndromic forms of gingival fibromatosis. 
 Affected persons were identified by questioning of 
the other family members and this was subsequently 
confirmed by clinical examination of most of them, 
except for the reported patient’s deceased grandfather 
and father in the generation I and in generation II, 
respectively. 
 Overall of 33 total members of the family, 16 were 
affected from all the generations at the given point of 
time. 

Internal bevel gingivectomy done in the patient (of 
IIIrd generation from our pedigree) who reported to us 
with the complaint of excessive gum covering all of his 
teeth  for  esthetic  purpose  and same  treatment  was  

 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 

 
 
 
 

 
 
Figure 1:  Pedigree of family with HGF: Affected persons are indicated by filled symbols. Male subjects represented by 
squares and female subjects by circles. T, total offspring; A, affected 
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Figure 2:  Hereditary Gingival Fibromatosis affecting 
maxillary and mandibular arches. 

 

 
 

Figure 3: Pronounced Hereditary Gingival Fibromatosis 
shown in a child from pedigree. 

 

 
 
Figure 4: Prominent enlarged gingival tissue in maxillary 
tuberosity region. 
 

 
 
 

prescribed to all the remaining patients from this 
pedigree, but while it is not a symptomatic condition, 
they refused for treatment. 

 
 
Figure 5: Abnormal tooth movement and dental occlusion 
problems associated with Hereditary Gingival Fibromatosis. 
 

 

 
 
Figure 6: Histopathologic examination showing dense 
collagen fibers in underlying connective tissue. 

 
 

 
 

Clinical Features 
 All affected family members had generalized 
gingival overgrowth involving all the gingiva around 
the upper and lower teeth of both deciduous and 
permanent dentitions (Figure 2-4). The quantity of 
hyperplastic gingival tissue varied among subjects, 
covering from a small part up to the whole crown of 
the tooth and may cause abnormal tooth movement 
and dental occlusion problems (Figure 5). In some 
cases, the growth was more exuberant in the tuberosity 
area causing deformity of the palate and impairing 
phonation and deglutition. Radiography showed no 
specific changes in the teeth or alveolar bone. 
 Biopsies were not done. However, in one case the 
gingival tissue was removed as excisional biopsy 
during periodontal surgical treatment as internal bevel 
gingivectomy procedure. Microscopically the 
connective tissue was formed by dense bundle of 
collagen fibers; the epithelium was hyperplastic with 
long rete pegs (Figure 6). 
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DISCUSSION 

 
Hereditary gingival fibromatosis (HGF) is a rare 

condition with reported prevalence of one in 7,50,000. 
Gingival fibromatosis may be seen as an isolated 
finding or in a family with multiple affected persons. 
When several members are affected, this suggests an 
autosomal dominant mode of inheritance [2]. 
Occasionally, HGF may present as an autosomal 
recessive disorder [3]. 

The gingival fibromatosis are clearly a 
heterogeneous group of disorders [2]. HGF in absence 
of any other abnormalities is more common than 
gingival fibromatosis associated with various 
syndromes. The combination of gingival enlargement, 
hypertrichosis, epilepsy and mental retardation is also 
commonly reported with syndromes that feature 
gingival fibromatosis [4]. Enlargement is not affected 
by plaque. Incidence and severity depend on the 
penetration of the mutated gene. 

In this report of four generation members any of 
the associated abnormalities, seen in the rarer 
syndromes that feature gingival enlargement such as 
Zimmerman-Laband syndrome, Murray-Puretic 
Drescher syndrome, Rutherfurd syndrome, Ramon 
syndrome, Jones syndrome, Cross syndrome, Prune-
belly syndrome, were not present.  

Many of the previously reported cases of HGF have 
been sporadic [6, 7], but it is not clear whether this is 
because the affected subjects inherited as autosomal 
recessive gene from each parents or they represented 
new mutation. Occasional families have been reported 
with few affected persons and history of consanguinity, 
consistent with an autosomal recessive disorder. 

Families also have been reported that show a 
clearly autosomal dominant mode of inheritance. 
Although in India it is for the first time when we are 
going to report this extensive family pedigree of HGF. 
The largest groups thus far reported in the world were 
a four generation family with 50 affected offspring 
from a total of 132 members [2]. Also, a five generation 
family with 15 affected offspring [8] and another with 
11 affected offspring from a total of 28 persons at risk 
in four generation [9] have been reported. These 
families showed evidence of variable expression. 

Four generation family with 50 affected offspring 
from a total of 132 members reported by Bozzo et al 
(1994) [2], showed that penetrance of HGF appeared 
to be complete because there were no occasion when 
an unaffected person at risk was found to have had an 
affected child. Furthermore there was no evidence of 
variable expression because all affected persons had 
generalized gingival enlargement. 

A four generation pedigree documented by 
Emerson TG (1965) [10] showed variable expression 
and is of particular interest in that sense the condition 
was transmitted by a subject at risk for the disorder 
who was apparently unaffected, indicating incomplete 
penetrance of HGF in that family. 

In one report in the French literature, an 
apparently     unaffected      person     transmitted     the  

condition [11]. 
In the family in current report, findings were more 

similar to four generation pedigree documented by 
Emerson TG (1965) [10], but in contrast with family 
reported by Bozzo et al (1994) [2], there was a an 
unaffected subject at risk for the disorder from 
generation II transmitted  condition indicating 
incomplete penetrance of HGF in the family. Like 
other reported family, in current family variable 
expression of HGF was seen because most of the 
affected persons had generalized gingival enlargement 
while some had localized involvement. 

 

 

CONCLUSION 

 

It is a unique report of pedigree presenting gingival 
enlargement in four generation.  Very few papers are 
published previously on this topic. Like other reported 
family, in current family variable expression of HGF 
was seen because most of the affected persons had 
generalized gingival enlargement while some had 
localized involvement. 
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