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Abstract:
Gingival hyperplasia is a rare condition affecting the patient cosmetically and functionally. In some
instances, gingival hyperplasia is drug- induced or may exist as an isolated abnormality or as part of a
syndrome. The gingival enlargement causes food excursion, collects food debris and irritating plaque
comprising periodontopathic bacteria are believed to prolong and aggravate the disease process
resulting in bone loss and root resorption. A case diagnosed clinically and histologically as idiopathic
gingival hyperplasia and its management is discussed in this article that includes surgical management
of gingival hyperplasia. Patient with gingival hyperplasia should be examined to exclude other
reasons to determine the idiopathic gingival fibromatosis or not. The maintenance of treated cases
should include meticulous home care and professional recalls. It is important that comprehensive
diagnosis, treatment planning and histological examination should be carried out which determine the
long-term success of treatment protocol.
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Introduction:
Gingivitis is referred to as an
inflammatory reaction of the gingiva
caused by the bacterial plaque colonization
on tooth surfaces and subsequent invasion
of microorganisms into the gingival
sulcus.1 Gingival hyperplasia is a rare
condition that could be an indication of
underlying systemic disease such as
uncontrolled diabetes,pregnancy, and
puberty where gingival hyperplasia is
observed.2,3,4 Gingival hyperplasia may be
associated with the administration of
several drugs such as anticonvulsants,
calcium
channel
blockers,
and
5
immunosuppressant cyclosporin. Gingival
overgrowth occurs in about 50 percent of
the persons taking phenytoin.6 Gingival
enlargements are also observed in several
blood dyscrasias like acute monocytic,
lymphocytic or myelocytic leukemia.
Other etiologic factors are enlisted in
Table I.
Slowly progressive fibrous enlargement of
maxillary and mandibular gingiva is a
feature of idiopathic gingival hyperplasia.
Characteristically, this massive gingival
enlargement appears that covers the tooth

surfaces and displaces the teeth, while the
cause of the condition is unknown.7-8 On
histological examination, the diseased
tissue contains an increased amount of
mature collagenous connective tissue and a
mild hyperplasia of the overlying
epithelium. Gingival fibromatosis may
exist as an isolated abnormality or as a part
of the syndrome.9

Case Report:
A 7-year-old girl reported to the
Department of Pediatric and Preventive
Dentistry, Bharati Vidyapeeth Dental
College and Hospital, Pune with gradual
and progressive enlargement of lower
gingival tissue on the lingual side from the
age of 6 years, preventing proper speech
articulation. The patient did not have any
history of fever, prolonged medications,
anorexia, weight loss, seizures, or hearing
loss or any systemic illness. Family and
postnatal history of the patient was noncontributory. The patient did not take any
medication that could be associated with
gingival hyperplasia. She did not appear to
have any mental impairment.
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Table I: Causes of gingival hyperplasia.
Condition
Drug-induced gingival
overgrowth
Leukaemia
Thrombocytopenia and
thrombocytopathy
Rutherfurd Syndrome
Cross Syndrome
Ramon Syndrome
Laband Syndrome

Sign and Symptoms
Extensive Gingival Overgrowth
Enlarged, oedematous, soft and tender, easily
bleeding gingivitis
Gingival enlargement and spontaneous
bleeding
Corneal dystrophy
Microphthalmia, mental retardation,
pigmentary defects
Hypertrichosis, mental retardation, delayed
development epilepsy, cherubism
Syndactyly, nose and ear abnormalities,
hyperplasia of the nails and terminal
phalanges

On extra-oral examination, no other
anomaly was found which was relevant to
the condition. The intra-oral examination
revealed localized gingival hyperplasia on
the lingual aspect of the mandibular arch.
The gingival tissue partially covered the
crowns of the anterior teeth. It was pink
with firm, dense and fibrous consistency.
(Figure I). Tongue movements were
restricted. Speech trouble was seen which
was under the treatment of speech
therapist. Gingival tissue did not bleed or
show any release of exudates. Complete
blood cell count and histopathological
examinations
were
carried
out.
Hematological investigations were within
the normal limits. Histopathological
investigations after excisional biopsy
showed stratified squamous epithelium
which was parakeratinized in nature
(Figure IIA). It showed thin and long rete
ridges with hyperchromatic basal cells
(Figure IIB). Few chronic inflammatory
cells, chiefly lymphocytes were seen.
Engorged blood vessels were also seen
with extravasated RBCs (Figure IIC).
With the clinical and the histopathological
examinations, the case was diagnosed as
idiopathic gingival hyperplasia. Based on
the above findings, gingivectomy was
performed quadrant-wise from 33-43
under local anesthesia to restore the

Heredity/Cause
Drugs Like Phenytoin,
Dilantin
Blood Dyscrasias
Blood Dyscrasias
Dominant
Recessive
Recessive
Dominant

functional/ masticatory needs of the
patient.
The incision was made distal to 33 -43
(Figure IIIA). Kirkland knives were used
for incisions on the facial, lingual, and
cervical surfaces. Orban periodontal
knives were used for inter-dental incisions.
Full envelope flap was raised, and surgical
excision of the gingival overgrowth was
carried out (Figure IIIB). After excision
of the gingival tissue, the flap was closed
and sutured (Figure IV). A pressure pack
was used to control postoperative
bleeding. Once the bleeding was under
control, a periodontal dressing (COEPAK, Periodontal Dressing; GC America
Inc., ALSIP, IL 60803, US) was given to
promote healing. The patient was recalled
after 20 days for a checkup (Figure V).

Discussion:
Gingival fibromatosis is frequently
associated with a variety of syndromes.10A
syndrome associated
with hearing
deficiencies,
hypertelorism
and
supernumerary teeth has been reported by
Wynne et al11 and Takagi et al.12 Recently
a mutation in the SOS-1 gene has been
found that segregates the hereditary
gingival fibromatosis phenotype.13
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Figure I: Intraoral photograph showing
gingival enlargement

Figure IIC: Engorged blood vessels with
extravasated RBCs

Figure IIA: Histological examination
showing
parakeratinized
stratified
squamous epithelium

Figure IIIA: Gingivectomy specimen for
histopathological examination

Figure IIB: Thin and long rete ridges
with hyperchromatic basal cells

Figure IIIB: Gingivectomy specimen for
histopathological examination
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Figure IV: Flap closure

Figure V: Postoperative healing after 20
days

Our patient had a diagnosis of idiopathic
gingival hyperplasia, based on her clinical
findings and no history of familial
aggregation as well as no clinical features
fulfilling any of these possible syndromes.
Patients with gingival hyperplasia should
be examined carefully and blood samples
should be taken to exclude blood
dyscrasias. Hematological investigations
of our patient were within the normal
limits. Gingival enlargement usually
begins with the eruption of the permanent
dentition but can develop with the eruption
of the deciduous dentition; rarely, it may
present at birth or arise in adulthood.14 The
age at onset of enlargement is mainly
divided into the pre-eruptive period (<6
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months), deciduous dentition period (6
months-6 years), mixed dentition period
(6-12 years), permanent dentition period
before adolescence (12-20 years), and
permanent
dentition
period
after
adolescence (>20 years).15 Maximal
enlargement occurs either during the loss
of deciduous teeth or in the early stages of
the eruption of permanent teeth. It
progresses rapidly during ‘active’ eruption
and decreases with the end of this stage.16
In our case, it occurred during the mixed
dentition period.
The hyperplastic tissue is usually a normal,
pink color. Enlargement may be
generalized or localized to specific areas
of the mouth, typically the maxillary
tuberosities and the labial gingiva around
the lower molars. Severity may vary from
mild involvement of one quadrant to
severe involvement of all four quadrants.
A pink color and localized enlargement
involving 33-43 were reported in our
patient.
There are various procedures available for
removal
of
gingival
fibromatosis
including surgery, electrocautery, and use
of a carbon dioxide laser. If no carbon
dioxide laser is available, the most
effective method for removing large
quantities of gingival tissue, especially
when there is no attachment loss and all
the pocketing is false, is the conventional,
external bevel gingivectomy17. Ramer et
al17 advocated quadrant- by- quadrant
gingivectomy with periodontal pack
placement for one week, followed by 0.2%
chlorhexidine oral rinse twice a day for
two weeks after each surgery. Based on
our findings, gingivectomy was performed
quadrant-wise from 33-43 under local
anaesthesia to restore the functional/
masticatory needs of the patient.

Conclusions:
The gingival enlargement causes food
excursion, collects food debris and
irritating
plaque
comprising
periodontopathic bacteria that are believed
55
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to prolong and aggravate the disease
process resulting in bone loss and root
resorption. The appropriate time for the
removal of gingival overgrowth varies.
Emerson18 recommended that the best time
should be when all the permanent teeth
have erupted. Rushton19 did not indicate an
exact time but suggested that the teeth be
free of caries and gingivitis. Patients
should be given every opportunity to
undergo conservative surgical procedures.
The aims are to minimize the displacement
of erupting teeth, to reduce malocclusion,
and to improve oral function. Improved
aesthetics also diminishes psychologic
effects in very young patients. The
maintenance of treated cases should
include meticulous home care and
professional recalls.
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