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Abstract
Increase in size of gingiva is a common finding of gingival enlargement. It is characterized by evident growth of gingiva
vertically towards incisal edge of clinical crown and horizontally towards buccolingual area and has increased prevalence on
buccal surface of anterior teeth. Amelogenesis imperfecta consists of group of condition genetic in origin and affects the structure
and clinical appearance of all enamel and all most all the teeth in more or less equal manner and it might be related to
morphological or biochemical changes in body.It can be in isolated form or associated with other abnormalities as in syndrome.It
can be autosomal dominant, autosomal recessive, sex linkedand sporadic inheritancepattern. In X linked form it may result from
mutation in Amelogenin gene, AMELX. Autosomal recessive reports in families with consanguinity.

Introduction
Increase in size of gingiva is a common feature of
gingival disease. It is characterized by evident growth
of gingiva vertically towards incisal edge of clinical
crown and horizontally towards buccolingual area and
has increased prevalence on buccal surface of anterior
teeth.1
Aetiology and pathogenesis of gingival hyperplasia
is not well established it can be linked to 2 factors i)
individual susceptibility ii) local factors (dental plaque).
The most common type is plaque induced.
Inflammation occurs due to presence of local irritants
such as compromised oral condition, due to calculus
and mouth breathing .It occurs due to alteration in host
tissue response to plaque accumulation.2 Such condition
can be enhanced by hormones in puberty or pregnancy
and also may be exaggerated by certain systemic
condition. Also it may cause interference with speech
or mastication and results in halitosis, looking
unsightly.3
Amelogenesis imperfecta represents a group of
condition genomic in origin which affects the structure
and clinical appearance of enamel of all or nearby all
the teeth in more or less equal manner.4 This can exists
in isolation or associated with other abnormalities in
syndrome. It may show autosomal dominant, autosomal
recessive, sex linked and sporadic inheritance pattern.
In X linked form it may result from mutation in
Amelogenin gene, AMELX. Autosomal recessive
reports in families with consanguinity. Diagnosis is
based on family history, pedigree plotting and
meticulous clinical observation.5
Case Report
14 year old female child reported to the
Department of Pedodontics in Index Institute of Dental
Sciences with chief complain of discoloration of teeth
and bleeding gums,since 6 months. Due to her swollen

gums she had improper speech, difficulty in eating,
incompetent lips and hindered aesthetics. Her oral
hygiene habit includes brushing once a day using a
medium brush with horizontal technique. There was no
history of drug intake, fever, weight loss, seizures, nor
did the patient giveany history of physical or mental
disorder. Also familial, prenatal and postnatal history
was non-significant. Her sibling also had discoloured
malformed teeth.
Examination: Extra-oral examination reveals that the
patient has convex profile and lips are everted and
incompetent. An intraoral examination shows
generalized, diffused edematous enlargement of the
gingiva involving all the teeth. Bleeding on probing
was evident. Surface was smooth, distended, stippling
was lost and pitting was evident. Patient had grade III
gingival enlargement with pseudo pockets of depth 56mm.
On hard tissue examination child had discoloured,
malformed teeth, yellowish brown in colour which were
prone to disintegrate. All teeth had yellowish brown in
colour. Sensitivity was present, with several retained
primary teeth, occlusal surface of molar was weared off
and oral hygiene was very poor.
Investigations:Orthopantogram
revealed
several
retained primary teeth. Mandibular left canine was
horizontally impacted. Radiographically enamel and
dentine was distinguishable with no pulp involvement.
Radiographs exhibited a thin outline of radio dense
enamel, and low or even absence cusps. Clinical and
radiographic appearances of the teeth of our case were
harmonious with rough pattern hypoplastic teeth.
Diagnosis:It
was
diagnosed
as
Plaque
Inducedinflammatory type of gingival enlargement and
Amelogenesis imperfecta hypoplastic type.
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Treatment:The objectives of treatment were to
conserve the tooth structure, increase the lost vertical
dimension to a comfortable position (physiologic
neuromuscular position), to restore masticatory function
and improve aesthetics. The treatment was planned in
three phases.
Phase 1 Periodontal Therapy: After completion of
Phase I therapy, a quadrant-wise periodontal surgery
was performed along with systemic antibiotic therapy
using techniques.In first quadrant, ledge and wedge
technique was done followed by external bevel
gingivectomy in second quadrant.Kirkland knives were
used for incisions. An Orban periodontal knife was
used for interdental incisions. After one month gingival
contouring was performed. After the final step, the
patient was advised to maintain good oral hygiene and
regular check-up once in 6 months.
An Incisional Biopsy was done. Report shows
presence of parakeratinized stratified squmaous
epithelium. Underlying connective tissue stroma is
dense fibrocellular interspersed with fibroblast. Dense
patchy chronic inflammatory infiltrate mainly
consisting of lymphocytes and plasma cells were seen.
The tissue is adequately vascular. All these features
gave a diagnosis of inflammatory gingival enlargement.
In Phase 2 considering the loss of dental tissues of
posterior teeth, it necessary to place stainless steel
crown(3M/ESPE) to restore occlusion and occlusal
vertical dimension of the child. Preformed Stainless
steel crown were given on permanent first molar’s
following minimal tooth preparation of teeth.
In Phase 3 to improve aesthetics and to establish
anterior tooth function acrylic crowns were given on
anterior teeth as a part of temporization. As there was
insufficient tooth structure and further reduction of
tooth would lead to pulpal exposure. This will be later
replaced by Porcelain Fused to Metal crown once the
growth spurt is completed. Occlusal surface of
premolars and 2 permanent molar were restored. Oral
hygiene instructions were given and the patient was
recalled after 1 month for follow up. After a follow up
of 6 months the patient was satisfied with both function
and aesthetics.

Fig. 2: Preoperative Intraoral photograph of
maxillary arch

Fig. 3: Preoperative Intraoral photograph of
mandibular arch

Fig. 4: Histopahologic image depicting connective
tissue stroma which is dense fibro cellular. Dense
patchy chronic inflammatory infiltrate
predominated in lesion

Fig. 1: Extra oral Preoperative photograph
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Fig. 5: Extraoral postoperative photograph after
prosthetic rehabilitation
Discussion
There are a number of treatment options available
for teeth affected by AI. The treatment of patients with
AI represents as challenge to dentist. The main features
are loss of tooth structure, hindered esthetics and tooth
ache. The treatment plan differs and depends upon–age,
financial status, and severity of the disease and intraoral
tissue.5
In the present case there was no systemic
involvement. Studies have shown the prevalence of
Amelogenesis imperfecta to be 1:700 to 1:14000
depending on the population examined. It can be
autosomal dominant, autosomal recessive or X‑linked
mainly it is of three types first is hypoplastic (60 to
70%), then is hypomaturation type (20 to 40%), and last
is hypocalcification type (7%).A multidisciplinary
approach is required to evaluate, diagnose, and resolve
the condition.6
The main etiological factor for inflammatory
hyperplasia is prolonged exposure to dental plaque,
calculus and factor that favour plaque accumulation and
retention which include poor oral hygiene,
structuralanomaly and faulty restoration.7 In present
case report the constant increase in gingival mass has
resulted in delayed eruption and displacement of teeth,
arch deformity, spacing, migration of teeth, eversion of
lip, and retained deciduous teeth. As a result child
develops abnormal swallowing pattern,speech problem
and difficulty in mastication.8
In this case as the patient was suffering from
Amelogenesis imperfecta this condition affects food
excursion, result in accumulation of food debris and
plaque comprising of periodontopathic bacteria which
prolong and aggravates this condition. Usually in such
cases the patient might undergo repeated gingivectomy
procedures. This further aggravates child and parents’
tension. Therefore, counseling is mandatory for patients
and parents.
In this case after phase I periodontal therapy as the
tissue had significant fibrotic component it doesn’t
resolved completely so surgical removal of tissue was
the treatment of choice so flap surgery was done.8

Full coverage restoration is desirable for posterior
teeth due to the extensive loss of enamel and to prevent
further loss of tooth structure. Full coverage adhesive
composite crowns or polycarbonate crowns are also
used but good hygiene has to be maintained because of
the plaque retentive nature of the these materials and
passive eruption can expose defective enamel.9
In this SSC were given as they are extremely
durable, relatively cheap, subject to minimal technique
sensitivity during placement and offers advantage of
full coverage restoration. Scott H Rosenblum treated a
13-year-old patient with full coverage stainless steel
crowns on the molars with resulted in an increase in
vertical dimension and for anterior because of
aesthetics used stainless steel crowns with veneer
phasing.10
As the premolars and second permanent molars
were in state of active eruption so crown were not
placed, but the occlusal surface were restored.
According to patient after periodontal therapy and
restorative procedure were over patients dental
hypersentivity disappeared completely, chewing
function increased and aesthetics improved this was
strong motivation to improve her confidence and level
of cooperation during treatment. In final phase acrylic
crowns were placed on anterior teeth to restore
aesthetics.
Also in this case the aesthetics and profile of
patient was severely compromised, treatment required
by such patient is substantial in terms of clinical and
psychologically. This condition presents problems in
socialization. Form and function are compromised but
can be treated both preventively as well restoratively,
with the treatment continued throughout transition from
childhood into adult.11
Conclusion
Amelogenesis imperfecta with inflammatory
gingival enlargement presents as rare dental disorder
with
complex
management
protocol
and
multidisciplinary approaches. Thedoctor should use
appropriate measure for treatment of this condition.
Local factors such are plaque and calculus are main
reason behind gingivalenlargement and in this case
presence of Amelogenesis imperfecta further
exaggerated this condition. Therefore importance of
regular check-up and maintenance of good oral hygiene
should be emphasized. The treatment of such cases
should start as early as possible. This case report
represents the functional and esthetic rehabilitation of
AI with inflammatory gingival enlargement.
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