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ABSTRACT

INTRODUCTION: An odontogenic keratocyst (OKC) is a developmental cyst of the jaws characterized by ag-
gressive growth and a high recurrence rate, leading to ongoing challenges in its classification and manage-
ment.

AIM: This article aims to provide a comprehensive overview of the OKC, examining its etiology, clinical and
radiographic features, histopathology, and current treatment strategies.

MATERIALS AND METHODS: This review synthesizes information from relevant literature, including his-
torical accounts of OKC classification, clinical case reports, and studies detailing its pathogenesis, histopa-
thology, and treatment modalities.

RESULTS: OKC presents with variable clinical features, often in the mandible, and radiographically ap-
pears as a well-defined radiolucent lesion. Histologically, it is characterized by a thin, parakeratinized epi-
thelium. Treatment typically involves surgical removal, but recurrence is a concern.

CONCLUSION: An OKC remains a clinically significant lesion requiring careful diagnostic evaluation and
tailored management to minimize recurrence and associated morbidity.
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INTRODUCTION

Odontogenic cysts of the jaws have a long histo-
ry, with early documentation dating back to the 17th
century. The odontogenic keratocyst (OKC), a partic-
ularly noteworthy developmental cyst, was first de-
scribed in the late 19th century. Since then, its clas-
sification and understanding have evolved signifi-
cantly, marked by changes in terminology and ongo-
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ing debate about its true nature. This article aims to
provide a comprehensive overview of the OKC, en-
compassing its historical context, clinical features,
pathogenesis, and current diagnostic and treatment
approaches.

AIM

The primary objective of this study is to ana-
lyze the clinical presentation, radiological features,
and histopathological characteristics of OKCs. Ad-
ditionally, the study aims to evaluate the efficacy
of various treatment modalities in managing OKCs
and preventing recurrence. By assessing patient out-
comes and identifying key prognostic factors, this re-
search seeks to contribute to the optimization of di-
agnostic and therapeutic approaches, ultimately im-
proving patient care and treatment success rates.

© The Author(s) 2025. This is an open access article distributed under the Creative Commons Attribution License (CC BY 4.0),
which permits unrestricted use, distribution and reproduction in any medium, provided the original work is properly cited.
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MATERIALS AND METHODS

This review article is based on information
from 35 full-text articles published in prestigious
medical journals between 1967 and 2024.

RESULTS AND DISCUSSION

Classification

Cystic swellings of the jaws were ostensibly first
documented by Scultetus in 1654, though it was not
until 1728 that Fauchard postulated a potential as-
sociation between these lesions and the dentition (1).

The terminology and classification of odonto-
genic cysts have undergone numerous revisions over
the years due to their ambiguous nature. The earliest
recorded designation in the literature was dental cyst,
a term introduced by John Hunter in 1774. Among
other names that were utilized in the following two
centuries were dermoid cyst and primordial cyst (2).

The OKC stands as an enigmatic and paradoxi-
cal developmental cyst, its existence first chronicled
by Mikulicz in 1876 as an integral component of a he-
reditary maxillofacial disorder. Nevertheless, it was
not until 1926 that it was initially ascribed the no-
menclature cholesteatoma, a term connoting a cystic
or open conglomeration of keratinous squames en-
sconced within a living epithelial matrix (3).

In 1956, Philipsen assigned the lesion the name
by which it is presently recognized—odontogenic
keratocyst. The quintessential clinical and histopath-
ological attributes of the cyst were meticulously elu-
cidated by Pindborg and Hansen in 1963. Thereafter,
in 1967, Toller postulated that the odontogenic OKC
ought to be reclassified as a benign cystic neoplasm,
owing to its markedly aggressive biological disposi-
tion (4). In the 2005 WHO classification of head and
neck tumors, the OKC was subsumed under the cat-
egory of odontogenic neoplasms, a decision predicat-
ed on its aggressive nature and the presence of PTCH
gene mutations (5). However, numerous scholars
contended that the evidence supporting its classifi-
cation as a neoplasm was inadequate, culminating in
its reclassification under odontogenic cysts in 2017.
Their argument rested on the observation that OKC
undergoes complete regression following decom-
pression, a phenomenon inconsistent with true neo-
plasms (6). Nevertheless, the designation keratocystic

odontogenic tumor (KCOT) has persisted as a synon-
ymous term for OKC (6).

Epidemiology and Clinical Features

The OKC is renowned for its insidious propen-
sity for aggressive expansion within its anatomical
vicinity and its exceptionally high recurrence rate.
This recurrent nature is underpinned by a constel-
lation of contributory factors, including suboptimal
therapeutic interventions, incomplete extirpation of
the lesion, an elevated mitotic index within the cyst’s
epithelial lining, considerable cystic dimensions, and
its precise anatomical positioning—an aspect that
becomes particularly formidable when surgical ac-
cess is impeded (7).

Despite their aggressive nature, OKCs typically
incite minimal osseous expansion, as their prolifera-
tion remains largely confined to the intramedullary
compartment, allowing them to propagate insidious-
ly within the bone.

Lesions of considerable magnitude, character-
ized by pronounced cortical plate erosion and in-
volvement of adjacent anatomical structures, may
paradoxically remain asymptomatic, thereby elud-
ing early clinical detection and culminating in a pro-
tracted diagnosis.

Odontogenic keratocysts predominantly man-
ifest in adults between the ages of 30 and 50, con-
stituting approximately 14.3% of all odontogenic tu-
mors (8). In their early stages, OKCs are largely as-
ymptomatic, as even sizable lesions fail to provoke
significant jaw expansion, rendering them impercep-
tible upon facial examination (9). However, in certain
cases, patients may present with symptoms such as
swelling, pain, sensory abnormalities, purulent dis-
charge, or dental mobility, with swelling being the
most frequently observed clinical feature (10).

As an OKC continues its unchecked prolifera-
tion, progressive osseous expansion ensues, eventu-
ally culminating in facial deformity. The thinning of
the cortical bone layer results in a palpatory sensa-
tion akin to a ping-pong ball and may elicit a brit-
tle, parchment-like sound upon examination. In ad-
vanced cases, pathological fractures may occur, or
the delicate bone plate may be entirely resorbed, pro-
ducing a detectable fluctuation upon palpation (11).
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Furthermore, the OKC may extend into the
nasal cavity and maxillary sinus, and in severe in-
stances, encroachment upon the orbital structures
can precipitate visual disturbances, including diplo-
pia. When situated in proximity to dentition, OKC
can exert compressive forces on adjacent teeth, lead-
ing to displacement, loosening, or tilting, frequently
culminating in tooth loss. Of particular clinical sig-
nificance is the cautious approach required when ex-
tracting mobile teeth in OKC patients. If the mobility
stems from cystic involvement, extraction may inad-
vertently rupture the lesion, revealing sebaceous-like
material within. Additionally, secondary infections
of the tumor can provoke systemic manifestations,
including swelling, pain, fever, and generalized mal-
aise, further complicating the clinical course (12).

Like other odontogenic lesions OKCs arise ex-
clusively within tooth-bearing regions of the jaws.
They exhibit a marked predilection for the mandible,
where they occur at twice the frequency observed in
the maxilla (13). When originating in the mandible,
they predominantly localize to the posterior sextant,
particularly the angle and ramus (14). In contrast,
maxillary OKCs most frequently emerge in the ante-
rior sextant—typically between the canine and later-
al incisor—as well as in the region of the third molar
(15). Notably, larger lesions are especially prevalent at
the mandibular angle and ramus (16).

From a positional standpoint, OKCs may be
found in a periapical, pericoronal, or lateral root
orientation. However, in approximately 30% of cas-
es, they exhibit no discernible relationship with any
dental structures, further underscoring their enig-
matic and unpredictable nature (17).

Radiographically, OKCs present as well-demar-
cated radiolucent lesions, either unilocular or multi-
locular, encased within corticated margins. The uni-
locular variant predominates, whereas the multiloc-
ular form is observed in approximately 30% of cases,
with a particular predilection for the mandible (18).

On panoramic radiographs, mandibular uni-
locular OKCs may exhibit sparse and incomplete
septations within the lesion, a phenomenon more
frequently encountered in larger OKCs than in their
smaller counterparts. This radiographic appear-
ance, coupled with the lesion’s aggressive behavior,

underscores the importance of careful differential
diagnosis.

Their propensity for invasive growth necessi-
tates precise diagnostic evaluation, with radiologi-
cal imaging—primarily computed tomography (CT)
and, in select cases, magnetic resonance imaging
(MRI)—playing a pivotal role in their identification
and management.

Although imaging alone may not always yield a
definitive diagnosis, a comprehensive understanding
of both the typical and atypical radiological charac-
teristics of OKCs is indispensable for accurate assess-
ment and therapeutic planning (19).

Pathogenesis and Molecular Aspects

The OKC can manifest sporadically or as a part
of autosomal dominant condition known as nevoid
basal-cell carcinoma syndrome (NBCCS) (Gorlin
syndrome/Gorlin-Goltz syndrome) (20).

The neoplastic paradigm of OKCs is substanti-
ated by an array of molecular investigations that have
elucidated a pronounced loss of heterozygosity. The
scholars conducting these studies identified com-
pelling evidence of allelic depletion, predominant-
ly affecting pivotal tumor-suppressor genes, includ-
ing p16, p53, PTCH, MCC, TSLC1, LTAS2, and FHIT
(21,22). Given that these genetic loci are intrinsical-
ly linked to a spectrum of human neoplasms, their
inactivation provides a robust molecular framework
underpinning the markedly aggressive biological
behavior exhibited by OKCs. Furthermore, empiri-
cal observations have delineated a heightened prev-
alence of allelic loss in daughter cysts, reinforcing
their role in the lesion’s recurrent and infiltrative na-
ture (22).

The etiology of odontogenic OKCs remains
contentious, though they predominantly arise in-
traosseously from odontogenic epithelium, particu-
larly remnants of the dental lamina. While OKCs in
dentate regions likely originate from these remnants,
the absence of such structures in the mucosa of the
third molar region suggests an alternative mecha-
nism. The presence of epithelial islands in the overly-
ing mucosa implies a possible contribution from bas-
al cell extensions of the oral epithelium (23).

Peripheral OKCs are rare, occurring primari-
ly in the gingiva and buccal mucosa. Their presence
in the gingiva reinforces the hypothesis of deriva-

28

Scripta Scientifica Medicinae Dentalis, 2025;11(2):26-32
Medical University of Varna



Lyuben Stoev, Ralitsa Yotsova

tion from residual dental lamina or proliferative bas-
al cells of the oral epithelium (24,25).

Histopathology and Microscopic Features

Histopathologically, an OKC s distinguished by
a cystic lumen lined with a uniform, 6-8-layered cor-
rugated parakeratinized stratified squamous epithe-
lium. The epithelial lining exhibits a basal layer com-
posed of tall columnar cells arranged in a palisading
pattern, with reverse nuclear polarity (26). The verti-
cal arrangement of the nuclei of the basal cell is im-
parting the basal layer a tombstone phenotype.

The basal cell layer typically exhibits some mi-
totic figures, with mitotic activity notably elevated in
cysts associated with NBCCS. The suprabasal cells
are polyhedral in shape, displaying intercellular ede-
ma and well-defined intercellular bridges. These cells
exhibit a higher mitotic rate than the basal layer and
lack the characteristic gradual flattening of epitheli-
al cells. Instead, there is an abrupt transition between
the suprabasal cells and the keratin layer. The sur-
face keratinization is parakeratotic, presenting a cor-
rugated and rippled appearance with retained nucle-
ar remnants (23).

The epithelium-connective tissue interface is
characteristically flat, lacking rete pegs, and exhib-
its a propensity for basal cell budding and the for-
mation of satellite cysts. Additionally, multiple areas
of clefting are observed at the interface, attributed to
the weak attachment between the epithelium and the
connective tissue capsule (27). This phenomenon is
explained by proteolytic enzymes acting on anchor-
ing fibrils (28).

Alramadhan et al. meticulously analyzed a co-
hort of 554 OKC cases, among which 33 were un-
equivocally identified as syndromic. Their findings
elucidated a repertoire of distinct histopathological
hallmarks that set the syndromic cases apart with re-
markable specificity. Syndromic OKCs exhibited dis-
tinct microscopic features compared to their sporad-
ic counterparts. One of the most prominent charac-
teristics is full-thickness hyperchromasia, creating a
carcinoma in situ-like appearance with uniform nu-
clear changes throughout the epithelium. Addition-
ally, numerous rete ridge formations were present, a
feature uncommon in sporadic OKCs. The paraker-
atin layer was scant, with minimal corrugation, fur-
ther distinguishing syndromic cases. The cystic lin-

ing varied in thickness, reflecting an irregular epi-
thelial architecture. A proliferative lining with intra-
mural papillary projections suggested heightened ep-
ithelial activity, while cellular vacuolization extends
from the basal cell layer to the luminal surface, con-
tributing to the unique histological profile of syn-
dromic OKCs (29).

A frequently observed histological alteration
following marsupialization is the transformation of
the parakeratinized epithelium of OKCs into oral-
lining epithelium or orthokeratinized epithelium. A
study by Awni and Conn reported that in a series of
17 cases, seven (41%) exhibited a loss of parakeratini-
zation, with two cases undergoing a complete transi-
tion to a non-keratinized lining after decompression.
However, these findings were not statistically signifi-
cant and showed no correlation with the duration of
treatment (30).

Immunohistochemistry

Routine diagnostic procedures seldom utilize
ancillary testing to differentiate OKC from its mim-
ics. However, immunohistochemical profiling re-
flects OKC’s aggressive nature and distinguishes it
from less aggressive lesions. A recent meta-analysis
by Almeida et al. finds significant differences in the
IHC profiles of the dentigerous cyst and the OKC.
Elevated Ki-67, p53, Bcl-2, and PCNA in OKC sug-
gest a more aggressive behavior. Furthermore, genet-
ic markers, such as PTCH1 mutations, call for per-
sonalized treatment plans. These findings improve
diagnostic precision and support targeted therapies,
which could significantly impact patient manage-
ment in oral and maxillofacial surgery (31).

Differential Diagnosis

An OKC should be considered in the differen-
tial diagnosis of nearly all cystic odontogenic lesions,
making the recognition of its key histologic features
essential. However, several factors may obscure its
diagnosis. Inflammatory changes or secondary in-
fection can significantly alter its classic morpholo-
gy, causing the epithelial lining to thicken, develop
rete ridges, and lose its characteristic basal palisading
and luminal parakeratinization, resembling dentig-
erous cysts or unicystic ameloblastomas. Addition-
ally, the orthokeratinized odontogenic cyst (OOC)
presents a diagnostic challenge, as it produces ortho-
keratin and features a prominent granular layer. Un-
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like OKC, OOC is less aggressive, with a recurrence
rate of approximately 2%. While foci of orthokeratin
may be seen in OKC, the presence of definitive OKC
features warrants its classification as such. Given the
clinical significance of distinguishing OKC from
other odontogenic cysts, thorough histologic exami-
nation of all submitted tissue is imperative to ensure
accurate diagnosis (32).

Other lesions frequently considered in the dif-
ferential diagnosis include the dentigerous cyst and
the radicular cyst. However, these conditions lack the
distinct corrugated parakeratin seen in OKC, as well
as the epithelial clefting associated with the underly-
ing stromal capsule. The dentigerous cyst is charac-
terized by a relatively thinner epithelial lining, typ-
ically consisting of only two to four layers. On the
other hand, the radicular cyst, a classic example of an
inflammatory odontogenic cyst, commonly demon-
strates prominent inflammation within the fibrous
wall, along with pronounced pseudoepitheliomatous
hyperplasia (8).

Treatment Modalities and Recurrence

The standard treatment for OKCs involves enu-
cleation, excision of the overlying mucosa, and curet-
tage of the underlying bone to minimize recurrence
(27). In cases of secondary infection in developmen-
tal odontogenic cysts, preoperative antibiotic thera-
py is generally recommended (33). Enucleation can
be followed by the application of Carnoy’s solution,
a commonly employed adjunct alongside cryothera-
py and peripheral ostectomy to further reduce recur-
rence risk. A follow-up period of at least 10 years is
advised to monitor potential relapse (34).

To lessen the chance of recurrence after enucle-
ation and peripheral ostectomy, various supplemen-
tary treatments can be used on the remaining tissue.
These treatments work by chemically treating the pe-
ripheral lining. Carnoy’s solution, traditionally used,
resulted in roughly an 11% recurrence rate when ap-
plied for three minutes to minimize side effects. How-
ever, the US Food and Drug Administration (FDA)
banned its use in 2013 due to chloroform’s carcino-
genic properties. Consequently, a modified Carnoy’s
solution, without chloroform, was developed. More
recently, 5-fluorouracil has been introduced for top-
ical use, utilizing its antimetabolic effects to induce
cell death (35).

Recurrence is primarily attributed to sever-
al factors, including the persistence of satellite cysts
post-surgery, the friability of the epithelial lining due
to the absence of rete ridges and metalloproteinase-
mediated collagen degradation, the cyst’s extension
into cancellous bone complicating surgical margin
determination, and a high mitotic index within the
cystic epithelium (27).

CONCLUSION

The OKC remains a significant entity in oral
and macxillofacial pathology due to its unique char-
acteristics and clinical behavior. Accurate diagno-
sis, based on a combination of clinical, radiographic,
and histopathologic findings, is essential to differen-
tiate OKC from other odontogenic lesions. Effective
treatment, tailored to the individual case, is crucial
to minimize recurrence and manage associated mor-
bidity. Continued research into the pathogenesis and
molecular mechanisms of OKC is warranted to fur-
ther refine diagnostic and therapeutic approaches.

REFERENCES
1. Toller P. Origin and growth of cysts of the jaws.
Ann R Coll Surg Engl. 1967 May;40(5):306-36.

2.  Soskolne WA, Shear M. Observations on the
pathogenesis of primordial cysts. Br Dent J. 1967
Oct 3;123(7):321-6.

3. Nayak MT, Singh A, Singhvi A, Sharma R.
Odontogenic keratocyst: What is in the name?
J Nat Sci Biol Med. 2013 Jul;4(2):282-5. doi:
10.4103/0976-9668.116968.

4.  Toller PA. Newer concepts of odontogenic cysts.
Int J Oral Surg. 1972 Jan;1(1):3-16. doi: 10.1016/
$0300-9785(72)80031-0.

5.  Shear M. The aggressive nature of the
odontogenic keratocyst: is it a benign cystic
neoplasm? Part 1. Clinical and early experimental
evidence of aggressive behaviour. Oral
Oncol. 2002 Apr;38(3):219-26. doi: 10.1016/
s1368-8375(01)00065-3.

6.  Wright JM, Vered M. Update from the 4th Edition
of the World Health Organization Classification
of Head and Neck Tumours: Odontogenic
and Maxillofacial Bone Tumors. Head Neck
Pathol. 2017 Mar;11(1):68-77. doi: 10.1007/
§12105-017-0794-1.

7. Dioguardi M, Quarta C, Sovereto D, Caloro GA,
Ballini A, Aiuto R, et al. Factors and management

30

Scripta Scientifica Medicinae Dentalis, 2025;11(2):26-32
Medical University of Varna



Lyuben Stoev, Ralitsa Yotsova

10.

11.

12.

13.

14.

15.

16.

techniques in odontogenic keratocysts: a systematic
review. Eur ] Med Res. 2024 May 15;29(1):287. doi:
10.1186/s40001-024-01854-z.

Johnson NR, Gannon OM, Savage NW, Batstone
MD. Frequency of odontogenic cysts and tumors:
a systematic review. ] Invest Clin Dent. 2014
Feb;5(1):9-14. doi: 10.1111/jicd.12044.

Hadziabdic N, Dzinovic E, Udovicic-Gagula

D, Sulejmanagic N, Osmanovic A, Halilovic S,

et al. Nonsyndromic Examples of Odontogenic
Keratocysts: Presentation of Interesting Cases with
a Literature Review. Case Rep Dent. 2019 Aug
14;2019: 9498202. doi: 10.1155/2019/9498202.

Monteiro L, Santiago C, Amaral Bd, Al-
Mossallami A, Albuquerque R, Lopes C. An
observational retrospective study of odontogenic
cyst’s and tumours over an 18-year period in a
Portuguese population according to the new WHO
Head and Neck Tumour classification. Med Oral
Patol Oral Cir Bucal. 2021;e482-93. doi: 10.4317/
medoral.24337.

Gupta A, Rai B, Nair M, Bhut M. Keratocystic
odontogenic tumor with impacted maxillary

third molar involving the right maxillary
antrum:An unusual case report. Indian ] Dent Res.
2011;22(1):157. doi: 10.4103/0970-9290.79984.

Chen P, Liu B, Wei B, Yu S. The clinicopathological
features and treatments of odontogenic keratocysts.
Am ] Cancer Res. 2022;12(7):3479-85.

Harmon M, Arrigan M, Toner M, O’Keeffe SA. A
radiological approach to benign and malignant
lesions of the mandible. Clin Radiol. 2015
Apr;70(4):335-50. doi: 10.1016/j.crad.2014.10.011.

Kaneda T, Minami M, Kurabayashi T. Benign
odontogenic tumors of the mandible and maxilla.
Neuroimaging Clin N Am. 2003 Aug;13(3):495-
507. doi: 10.1016/s1052-5149(03)00032-7.

MacDonald D, Gu 'Y, Zhang L, Poh C. Can clinical
and radiological features predict recurrence in
solitary keratocystic odontogenic tumors? Oral
Surg Oral Med Oral Pathol Oral Radiol. 2013
Feb;115(2):263-71. doi: 10.1016/j.0000.2012.10.018.

Mendes RA, Carvalho JFC, Van Der Waal

I. Characterization and management of the
keratocystic odontogenic tumor in relation to its
histopathological and biological features. Oral
Oncol. 2010 Apr;46(4):219-25. doi: 10.1016/j.
oraloncology.2010.01.012.

17.

18.

19.

20.

21.

22.

23.

24,

25.

26.

Avril L, Lombardi T, Ailianou A, Burkhardt K,
Varoquaux A, Scolozzi P, et al. Radiolucent lesions
of the mandible: a pattern-based approach to
diagnosis. Insights Imaging. 2014 Feb;5(1):85-101.
doi: 10.1007/s13244-013-0298-9.

Sanchez-Burgos R, Gonzalez-Martin-Moro J,
Perez-Fernandez E, Burgueno-Garcia M. Clinical,
radiological and therapeutic features of keratocystic
odontogenic tumours: a study over a decade. ]

Clin Exp Dent. 2014;6(3):€259-64. doi: 10.4317/
jced.51408.

Borghesi A, Nardi C, Giannitto C, Tironi A,
Maroldi R, Di Bartolomeo F, et al. Odontogenic
keratocyst: imaging features of a benign lesion with
an aggressive behaviour. Insights Imaging. 2018
Oct;9(5):883-97. doi: 10.1007/s13244-018-0644-z.

Arshad F. Syndromic odontogenic keratocyst:
A case report and review of literature. J Int Soc
Prevent Communit Dent. 2016;6(1):84. doi:
10.4103/2231-0762.175414.

Agaram NP, Collins BM, Barnes L, Lomago
D, Aldeeb D, Swalsky P, et al. Molecular
Analysis to Demonstrate That Odontogenic
Keratocysts Are Neoplastic. Arch Pathol
Lab Med. 2004 Mar 1;128(3):313-7. doi:
10.5858/2004-128-313-MATDTO.

Gomes CC, Diniz MG, Gomez RS. Review of
the molecular pathogenesis of the odontogenic
keratocyst. Oral Oncol. 2009 Dec;45(12):1011-4.
doi: 10.1016/j.oraloncology.2009.08.003.

Ghazy S, Elshafei M, Afifi N, Gad H, Rasmy M.
Odontogenic Keratocyst: A Review of Histogenesis,
Classification, Clinical presentation, Genetic
aspect, Radiographic picture, Histopathology

and treatment. Egypt J Histol. 2021 Apr 15.
doi:10.21608/ejh.2021.58363.1419.

Precheur HV, Krolls SO. An Unusual Presentation
of an Odontogenic Keratocyst in the Buccal

Space: Case Report. ] Oral Maxillofac Surg. 2009
Nov;67(11):2513-5. doi: 10.1016/j.joms.2009.03.012.

Grobe A, Hanken H, Blessmann M, Zustin

J, Heiland M, Al-Dam A. An odontogenic
keratocystic tumor in the buccal space: an unusual
site of origin and a review of the literature. In Vivo.
2012;26(5):847-51.

Rajendran A, Sundaram S. Shafer’s Textbook of
Oral Pathology. 7th ed. London: Elsevier Health
Sciences APAC; 2014. 3869 p.

Scripta Scientifica Medicinae Dentalis, 2025;11(2):26-32
Medical University of Varna

31



Odontogenic Keratocyst: A Comprehensive Review

27.  Shear M, Shear M, Speight PM, Shear M. Cysts of 32. McLean AC, Vargas PA. Cystic Lesions of the Jaws:
the oral and maxillofacial regions. 4th ed. Oxford The Top 10 Differential Diagnoses to Ponder. Head
Ames, Iowa: Blackwell Pub; 2007. 1 p. Neck Pathol. 2023 Mar 16;17(1):85-98. doi: 10.1007/

28. Kubota Y, Oka S, Nakagawa S, Shirasuna K. $12105-023-01525-1.

Interleukin-la Enhances Type I Collagen- 33. Carvalho CHP de, Aquino ARL de, Nonaka CFW,
induced Activation of Matrix Metalloproteinase-2 Silva JSP da, Germano A da R, Pinto LP. Infected
in Odontogenic Keratocyst Fibroblasts. orthokeratinized odontogenic cyst: a rare cause of
] Dent Res. 2002 Jan;81(1):23-7. doi: facial cellulitis. Braz Dent J. 2012;23(5):612-6. doi:
10.1177/002203450208100106. 10.1590/s0103-64402012000500025.

29. Alramadhan S, Fitzpatrick S, Bhattacharyyal, 34. Jung HD, Lim JH, Kim HJ, Nam W, Cha IH.
Cohen D, Islam MN. Histopathologic features Appropriate follow-up period for odontogenic
as strong predictor of syndromic odontogenic keratocyst: a retrospective study. Maxillofac Plast
keratocysts. Oral Surg Oral Med Oral Pathol Oral Reconstr Surg. 2021 Jul 1;43(1):16. doi: 10.1186/
Radiol. 2022 May;133(5):e124. $40902-021-00301-x.

30. Awni S, Conn B. Decompression of keratocystic 35. Winters R, Garip M, Meeus ], Coropciuc R,
odontogenic tumors leading to increased fibrosis, Politis C. Safety and efficacy of adjunctive therapy
but without any change in epithelial proliferation. in the treatment of odontogenic keratocyst: a
Oral Surg Oral Med Oral Pathol Oral Radiol. 2017 systematic review. Br ] Oral Maxillofac Surg. 2023
Jun;123(6):634-44. doi: 10.1016/j.0000.2016.12.007. Jun;61(5):331-6. doi: 10.1016/j.bjoms.2023.04.006.

31. Almeida L, Lloyd D, Boettcher D, Kraft O,

Zammuto S. Immunohistochemical Analysis of
Dentigerous Cysts and Odontogenic Keratocysts
Associated with Impacted Third Molars—A
Systematic Review. Diagnostics. 2024 Jun
13;14(12):1246. doi: 10.3390/diagnostics14121246.

32

Scripta Scientifica Medicinae Dentalis, 2025;11(2):26-32
Medical University of Varna



