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Case Report

INFECTED ODONTOGENIC KERATOCYST- A CASE REPORT
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Abstract:

Odontogenic keratocyst (OKC) is a developmentalntoipenic cyst, characterized by unique
and distinct histopathologic characteristics and@ggressive biologic behavior. The aggressive
clinical behavior and frequent recurrence followiogrettage has been the focus of several
studies, which indicated that the OKC epithelialiig may have some intrinsic growth
potential. Histopathologically the epithelial ligins a regular continuous layer of keratinized
stratified epithelium, usually 6-8 cells thick. Tkeratinized epithelial lining can change into
non-keratinized epithelium because of inflammatlbors possible that inflammation may alter
not only the morphology but also the proliferatpetential of the epithelial lining. Here we
present a case report of a 18 year female who wemmaksed with an infected odontogenic
keratocyst.
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Introduction intracellular edema and often an abrupt

The term ‘odontogenic keratocyst’” was
introduced by Philipsen in 1956. It has a
bimodal age of occurrence, first peak in

second decade and the second peak in fifth keratinized

decadé. Odontogenic keratocyst (OKC)
is a developmental odontogenic cyst,
characterized by wunique and distinct
histopathologic characteristics and an
aggressive  biologic  behavibf. The
aggressive clinical behavior and frequent
recurrence following curettage has been the
focus of several studies, which indicated
that the OKC epithelial lining may have
some intrinsic growth potentiat->

The epithelial lining is a regular continuous
layer of stratified epithelium, usually 6-8
cells thick with prominent basal cells which
are columnar and have palisaded nuclei.
Suprabasal ecells frequently  show
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transition between them and the surface
layer of parakeratin.® The keratinized

epithelial lining can change into non-
epithelium  because  of
inflammation®*® It is possible that

inflammation may alter not only the
morphology but also the proliferative
potential of the epithelial lining. The
capsule is of thin fibrous tissue which is
usually free from inflammatory cell
infiltrate except for occasional focal
accumulations.

Case Report

A 18years old female patient reported to the
college with complaint of pain and pus
discharge from lower intraoral back region
since one and a half months. Extraoral
features showed presence of minimal
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Figure 1: OPG showing radiolucency on the left side ofrtrendible extending from 36
upto the angle with involvement of the whole ramus.

Figure 2: Cystic lining 4-6 layers thick along Figure 3: Prolife

with lumen containing flecks of keratin.

swelling on the left side of the face in

mandibular body and ramus region.

Intraorally, a swelling measuring 1xlcm

was seen in the retromolar and extending to
37 & 38 region. The swelling was showing

smooth surface, normal colour & hard in

consistency. Patient gave a history of
extraction of 37 and 38 and had undergone
marsupialization in the same region. OPG
revealed multilocular radiolucency

extending from distal of 36 upto the angle
of the mandible with involvement of the

whole ramus along with the coronoid

process of mandible (Figure 1).
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FSN \ e : -
ration of lining seen with
absence of surface keratin layer.

Patient underwent incisional biopsy and the
tissue was submitted to the department of
oral pathology. Sections studied shows a
cystic lumen containing flecks of keratin

lined by 4-6 cell layers of parakeratinized
stratified squamous epithelium which was
infiltrated  predominantly by  acute

inflammatory cells (Figure 2). The

epithelium was hyperplastic at many places
with characteristic absence of rete ridges.
Some areas showed proliferation of
epithelial lining with absence of surface

keratin layer (Figure 3). Connective tissue
wall was composed of collagen fibres with
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dense infiltration of both acute and chronic
inflammatory cells.

Discussion

Although OKC is classified as a
developmental cyst, inflammation in the
connective tissue wall of OKC has been
found in almost 75% of the cases reported
in the literature*® In the present case,
certain degree of inflammation was seen
which correlates with the histopathological
appearance of infected OKC.
Transformation of the keratinized epithelial
lining to non-keratinized epithelium is
common in OKC, and inflammation has
been suggested to be responsitfeThe
morphologic alterations in the epithelial
lining of OKC in the presence of
inflammation may also be associated with
changes in the proliferative potential, thus
affecting its biologic behavior. Source of
inflammation in the present case can be
ascribed to the infection with respect to 37
and 38 for which they had been extracted.
The presence of inflammation may partly
be attributed to possible communications
with the oral mucosa via perforations of the
cortical bone, which have been documented
in up to 39% of OKC? Inflammation may
also be introduced via the periodontal

cells!® In the presence of inflammatory
reaction in an odontogenic keratocyst, the
degree of keratinization over these areas
would be altered and this was likely to
increase the permeability of the lining and
result in a soluble protein level in the fluid
higher than in the uninflammed keratinizing
cysts. As a result of inflammation various
cytokines such as L2, IL3 will be
overexpressed which will further lead to the
expression of ILR, B convertase,
prostaglandins E and coactivate
compliment. This in turn, would lead to
vascular permeability and leukotactic
response. In odontogenic keratocyst the
inflammation may result in the changes in
the epithelium from Kkeratinized to non
keratinized epithelium®

Conclusion

As reported in the previous literature and as
seen in the present case, the presence of
inflammation can obscure the characteristic
histological appearance of the odontogenic
keratocyst lining by causing a transition
from keratinized to non Kkeratinized
epithelium. Such cases can prove to be a
diagnostic dilemma, hence they should be
evaluated very cautiously by correlating the

ligament in cases located close to adjacent faatyres.

teeth™

Inflammation has a puzzling effect on the
epithelial lining of different origins. In
several pathologic conditions, inflammation
results in epithelial hyperplasia and
metaplasia, e.g., radicular cysts, gastric

epithelial-cell  proliferation related to
mucosal inflammation, prostatic
hyperplasia, metaplasia in the nasal

epithelium, and metaplastic polyp of the
colon®® Several recent studies have found a
direct influence of the inflammation on
epithelial cells, either through direct
adhesion of the inflammatory cells, or

through an indirect response to a series of .

chemokines produced by inflammatory
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clinical, radiographic and histological
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