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Leukoplakia of the Marginal Gingiva: A Report of Two Cases
Konstantinos I. Tosios,∗ Athanasios Vasilas,† Ioannis Melakopoulos† and Alexandra Sklavounou-Andrikopoulou∗

Introduction: Leukoplakia of the marginal gingivae is uncommon and in most cases reported up to date represents
a manifestation of proliferative verrucous leukoplakia. The clinical and pathologic features of two cases of leukoplakia
confined to the marginal gingiva are described and their biologic significance is discussed.

Case Presentation: The cases involved two female patients, non-smokers, aged 82 and 57. The lesions clinically
appeared as small, well-demarcated white plaques on the marginal gingiva of posterior teeth. After being totally excised,
microscopic examination showed keratosis of unknown significance in the first patient and verrucous hyperplasia in the
latter, while immunohistochemistry for p16INK4A was negative for both. There was no recurrence in 7 months and 5 months
after excision, respectively.

Conclusion: Awhite plaque on the marginal gingiva may be overlooked due to its small size or may bemisdiagnosed
as frictional keratosis. However, it may represent leukoplakia, a potentially malignant disorder. Therefore, diagnosis and
management should follow the established guidelines for leukoplakia. Clin Adv Periodontics 2018;8:84–87.
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Background
Leukoplakia is a potentially malignant disorder associ-
ated with an increased risk for transformation to oral
squamous cell carcinoma.1 Although leukoplakia of the
gingiva is not uncommon,2 leukoplakia of the marginal
(free) gingivae in most of the cases reported up to date
is a manifestation of proliferative verrucous leukoplakia
(PVL).3,4

We describe the clinical and pathologic features of two
cases of leukoplakia confined to the marginal gingivae and
discuss their biologic significance.

Clinical Presentation

Case 1
An 82 year old female was referred to one of the authors
(KT) in November 2016 for a white gingival lesion. It was
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incidentally noticed in May 2015 and provisionally diag-
nosed as frictional keratosis (Fig. 1a), but although the
patient modified her toothbrushing technique, it expanded
over the following 18 months. Medications included
carvedilol and furosemide for hypertension, and ator-
vastatin for hyperlipidemia. She had never smoked or
systematically consumed alcohol.
Clinical examination showed a well-demarcated oblong

white plaque with a slightly granular surface, measuring
0.7 × 0.3 cm, on the facial marginal gingiva of the first
left maxillary premolar tooth (Fig. 1b). The rest of the
oral mucosa was normal and the dental and periodontal
condition was excellent, with a probing depth of <3 mm
around the involved tooth.

Case 2
A 57 year old female was referred by her oncologist to
one of the authors (IM) in February 2017 for a white
lesion on the gingiva, incidentally seen during a routine
follow-up examination. She had undergone myeloablative
megatherapy with autologous hematopoietic cells trans-
plantation for λ-light chain multiple myeloma, 5 years
earlier. Medications included levothyroxine sodium for
hypothyroidism, metformin for diabetes mellitus, and
venlafaxine hydrochloride for depression. She had never
smoked or systematically consumed alcohol.
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FIGURE 1 Case 1. Clinical presentation. Well-demarcated white
plaque on the marginal maxillary gingiva of the left premolar tooth in
(a)May 2015 and (b)November 2016. Notice expansion of the lesion.

FIGURE 2 Case 2. Clinical presentation. Well-demarcated white
plaque on the marginal palatal gingiva of the first molar tooth.

Clinical examination showed a well-demarcated white
plaque with a rough surface, measuring 0.5 × 0.2 cm, on
the palatal gingiva of the first molar tooth (Fig. 2). The
rest of the oral mucosa was normal and the dental and
periodontal condition was excellent, with a probing depth
around the involved tooth of <3 mm.

Biopsy and Histopathologic Features
With the provisional diagnosis of leukoplakia, both
lesions were totally excised under local infiltration anes-
thesia. In case 1, the squamous epithelium presented slight

FIGURE 3 Case 1. Microscopic features. Slight papillomatosis,
hyperkeratosis and focal hypergranulosis, and acanthosis, with
tapered, but not confluent rete ridges. Note sharp demarcation from
the adjacent normal ginigival epithelium (hematoxylin and eosin stain,
initial magnification x100).

papillomatosis, hyperkeratosis and focal hypergranulosis,
acanthosis, and tapered, but not confluent, rete ridges
(Fig. 3). There was a sharp demarcation of the lesion
from the adjacent normal ginigival epithelium, no features
of epithelial dysplasia, while the sulcular epithelium was
parakeratotic. The final diagnosis was epithelial hyperpla-
sia consistent with keratosis of unknown significance.5

In case 2, there was pronounced papillomatosis, hyper-
keratosis and hypergranulosis, acanthosis, and broad,
interconnecting rete ridges (Fig. 4a). There was a sharp
demarcation from the adjacent normal gingival epithe-
lium (Fig. 4b), no features of epithelial dysplasia, while the
sulcular epithelium was spongiotic with long and inter-
connecting rete ridges, and subepithelial chronic inflam-
matory infiltrations. The final diagnosis was verrucous
hyperplasia.
Both cases did not express p16INK4A after immunohis-

tochemical staining.

Clinical Management
The patients were advised to be re-examined every
6 months; seven months and 5 months after excision,
respectively, there was no recurrence.

Discussion
The cases of homogeneous white plaques reported above
are uncommon due to their localization on the marginal

Tosios, Vasilas, Melakopoulos, Sklavounou-Andrikopoulou Clinical Advances in Periodontics, Vol. 8, No. 2, June 2018 85



C A S E R E P O R T

FIGURE 4 Case 2. Microscopic features. (a) Pronounced papillo-
matosis, hyperkeratosis and hypergranulosis, and acanthosis, with
broad, interconnecting rete ridges (hematoxylin and eosin stain, initial
magnification x25). (b) Sharp demarcation from the normal epithelium
(hematoxylin and eosin stain, initial magnification x400).

gingivae; both showed microscopic features consistent
with leukoplakia.5 The differential diagnosis included
frictional keratosis, a common lesion of the facial max-
illary attached gingivae, which has been rarely described
occurring on the marginal gingivae of a single tooth.6

In case 1, modification of the toothbrushing technique
did not prevent the proliferation of the lesion during the
18 month observation period, while in both cases the
presence of a clearly demarcated border and the absence
of similar lesions in other gingival sites were not consistent
with frictional keratosis. The preceding hematopoietic cell
transplantation for λ-light chain multiple myeloma in case
2 could be suggestive of chronic graft versus host disease,
but this is unusual after autologous transplantation and
presents with extensive lesions that resemble oral lichen
planus.7

PVL is common on the gingivae,3 and PVL of the gingi-
vae (PVLG) is described as a subset of PVL that preferen-

tially involves the anterior gingivae.4 PVLG may present
as solitary, non-descript white plaque on the marginal
gingiva of a single tooth, but in 10 of 11 cases described,
there was involvement of more than one tooth, as “linear
gingival hyperplasia”.4,8 Diagnosis is usually documented
by slow extension over time, change in the clinical and
microscopic features, recurrence, and progression into
squamous cell carcinoma.4 As in typical PVL,9 PVLG can-
not be definitely associated with a known risk factor, such
as tobacco, human papilloma virus (HPV) or Epstein-
Barr virus (EBV) infection, and may present a spectrum of
microscopic features, from hyperplasia without epithelial
dysplasia to malignancy.4 The present cases did not fulfill
current diagnostic criteria for PVL,10,11 but the follow-up
period was less than the 5 years considered necessary for
determining the disease evolution.10 The same applies for
a case of “idiopathic linear gingival hyperplasia”,12 but
involvement of five teeth and two recurrences following
excision were features suggestive of PVLG.
Finally, idiopathic gingival papillokeratosis with crypt

formation and sanguinaria-related leukoplakia are leuko-
plakias solely or mostly localized on the gingivae. How-
ever, both lesions usually involve the anterior maxillary
attached gingivae;13,14 the former is possibly of devel-
opmental etiology, has only been diagnosed in young
patients, and on microscopic examination shows parak-
eratosis and papillary acanthosis with parakeratin-filled
crypts;13 the latter, which usually occurs in the maxillary
vestibule, is associated with chronic use of sanguinaria-
containing mouthwashes14 which none of the patients
could recall.
No known etiologic factors were identified in the cases

presented above, as they were p16INK4A negative, pre-
cluding the presence of HPV,15 and none of the patients
smoked. Therefore, they may be considered as idiopathic
leukoplakias.
Long-term follow-up was suggested, as leukoplakia has

an obscure biologic behavior and may undergo malignant
transformation,1 while it cannot be excluded that they
could be the initial manifestation of PVL/PVLG.3

In conclusion, two cases of white plaques of the
marginal gingivae are described that could be easily over-
looked due to their small size or be misdiagnosed as
frictional keratosis. However, they showed microscopic
features consistent with leukoplakia; therefore, diagnosis
and management should follow the established guidelines
for leukoplakia.�
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Summary

Why are these cases new
information?

� An unusual location for the development of leukoplakia, a potentially
malignant disorder.

What are the keys to successful
management of these cases?

� Management should follow the established guidelines for diagnosis and
treatment of leukoplakia.

What are the primary limitations
to success in these cases?

� Due to its small size and unusual location, it may be overlooked or
misdiagnosed.
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