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Hereditary Gingival Fibromatosis: A Case Report
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Abstract: Hereditary gingival fibromatosis is slowly progressive enlargement of gingival characterized by a
generalized enlargement of the buccal and lingual aspects of the attached and marginal gingiva. A case of
14 years old female 1s reported who has generalized moderate to severe gingival overgrowth of the maxillary and
mandibular arches. The diagnose was based on clinical, radiographic and familial history. The treatment
included gingivectomy combined with open flap debridment.
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INTRODUCTION

Hereditary gingival fibromatosis is rare, benign,
non-inflammatory fibrotic enlargement of maxillary or
mandible arches associated by familial aggregation also
known as gmgivomatosis elephantiasis, familial
elephantiasis, Juvenile hyaline fibromatosis, congenital
familial fibromatosis, 1diopathic fibromatosis , 1diopathic
gingival fibromatosis and hereditary gingival hyperplasia
(Casavecchia et al, 2004, Tavargeri et al, 2004,
Lindhe et al., 2008). The etiology and pathogenesis of this
rare condition has not been established but it could be
because of these three factors; individual susceptibility,
local factors (dental plaque, caries, 1atrogenic factors) and
the action of chemical substances and their metabolites
(Rajesh et al., 2006). It seems to be a slowly progressive
keratinized gingival overgrowth with various degree
(Rajesh er al., 2006, Baptista, 2002) and can be localized or
generalized (Lindhe et al., 2008). On histopathological
feature of fibromatosis include merease amount of mature
collagenous connective tissue and mild epithelial
hyperplasia (Clochert et af., 2003). Gingival fibromatosis
can happen as an inherited condition (Rajesh et al.,
2006). Most recently, mutation in the son of sevenless-1
gene has been concentrate as a genetic factor responsible
for hereditary gingival fibromatosis (Hart et af., 2002).
Also can inherited as mainly autosomal dominant
(Tavargeri et al., 2004). Where the medical and drug
histories did not cause gingival enlargement and present
of familial hustory. It was diagnoses as hereditary gingival
fibromatosis. Tt tends to happen more often as a

generalized type (Anderson et al., 1969). Enlargement
commonly grows with eruption of the permanent dentition
but can also begins with the eruption of the deciduous
dentition; seldom it may occurred at birth or arise in
adulthood. The age of beginning is divided into the
pre-eruptive period (<6 months), deciduous dention
period (6 months and 6 years), mixed dentition period
{(6-12 years), permanent dentition period after adolescence
(20 years). Maximal enlargement happen either during the
loss of deciduous teeth or in the early stages of eruption
of permanent teeth if progresses fast while there is active
eruption and decrease with the end of this stage
(Torgenson, 1971). The hyperplasic tissue reveals usually
a normal pink color. Enlargement can be generalized or
localized to specific areas of the mouth for example the
maxillary tuberositis and the labial gingiva around the
molars of lower arch. Severity can alter from involvement
of one quadrant to severe involvement of all four
quadrants (Rajesh ez al, 2006). A pink color and
generalized enlargement including all four quadrants was
diagnosed in the patient. There are different procedure for
treatment of Gingival Fibromatosis (GF) and it mvolves
removed of GF by surgery, electrocautery and use of
carben dioxide laser. If carbon dioxide laser 1s not valid,
the conventional external bevel gingivectomy is the most
effective method for removing large quantities of gingival
tissue, especially when there is no attachment loss and all
the pocketing 1s false (Takagi ef al., 1991). Presence of
teeth looks important in this condition as because it is
common recurrence of enlargement after surgery and
permanent remodeling of tissue happen after extraction of
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the teeth. This disease can have inheritance pattern such
as simple Mendelian trait n some chromosemal disorders
and as malformation syndrome (Lindhe et al., 2008). In
this study, researchers present a case of hereditary
gingival fibromatosis with clinical and radiographic
features. The treatment included gingivectomy with open
flap debridement.

CASE REPORT

A 14 years old girl accompanied by her parent to the
Department of Periodontics m Faculty of Dentistry
University of Hamedan Medical Sciences with the chief
complain of gingival enlargement, poor esthetic and
difficulty in chewing function. She did not have any
history of fever, prolonged medication, anorexia, weight

loss, seizures or hearing loss and any history of physical
or mental disorder and syndrome sign. It was noticed by
patient when she was 10 years old. Her father also was
gummy smile and had short climical crown in lus anterior
upper teeth because of gingival enlargement. On intraoral
examination patient shows generalized, obese, nodular,
diffuse enlargement of gingiva on both maxillary and
mandibular arches which were pink m color, firm and
fibrous consistency. The crowns of the teeth at the upper
right sextant were barely visible because they were
interred deep within the enlarged gingiva (Fig. 1). Full
mouth periapical radiographs display no abnormality in
number, size and structure of the teeth and there was no
alveolar bone loss and missing tooth and her four wisdom
teeth was not erupted and tooth number 20 and 29 was
extracted (Fig. 2). Hematological examination reveals all

Fig. 1: Photographs before surgery

Fig. 2: Full month ntraoral x ray
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Fig. 3: About 6 months after surgery

parameter were within normal limits on the basis of
medical, farmlial and drug histories and the climeal finding.
Tt was diagnosed as hereditary gingival fibromatosis.
Gingivectomy with open flap debridment was performed
by sextant except the mandibular lower incisors under
local anesthesia to restore esthetic, functional and
masticatory needs of the patient.

The post operative course was not eventful and
post surgical follow up at 6 month shows no recurrence
(Fig. 3).

CONCLUSION

The gingival enlargement in GF is one of the factors
that cause food excursion, collects food debris and
uritating plaque be composed resulting in bone loss and
root resorption.

The suitable time for removal of GF varies. Emerson
(1965) suggested the appropriate tine is at the ages of
3-6 and 12 years. Oral hygiene and super imposition of
plaque accumulation have critical affect on progression of
GF.

The treatment 1s surgical removal often in a series of
gingivectomies but relapse are not unusual if the volume
of overgrowth is extensive, a repositioned flap to prevent
exposure of connective tissue by gingivectomy cab better
achieve elimination of pseudo-pocket (Lindhe et al., 2003).
Also 1f surgery was done after eruption of permanent
teeth, the tendency to reappear is minimal (T.ee and
Donnell, 2003). May be these reasons are responsible to
prevent relapse in the case after 6 months.
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