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Salivary gland tumours are rare; comprising less than three percent of all neoplasms of head and neck 
region. Pleomorphic adenoma, also known as “benign mixed tumour” or “mixed tumour, salivary 
gland type”, is the most common salivary gland neoplasm and accounts for 60% of all benign 
salivary gland tumours. Although it occurs commonly in the major salivary glands, minor salivary 
glands and extrasalivary tissues may also get involved. Palate is the most commonly affected 
intraoral site followed by lips and buccal mucosa. Pleomorphic adenoma may occur at any age, but 
mainly affects patients in fourth, fifth and sixth decades of life. These tumours are usually painless, 
welldelineated and covered with normal mucous membrane, but mucosal ulcerations may occur. The 
potential risk of the tumour becoming malignant is about six percent. This report presents a case of 
Pleomorphic adenoma of minor salivary glands in a 55 years old female accompanied with the 
classical clinical, radiographic and histological findings. 
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INTRODUCTION

 

 

Pleomorphic adenoma is defined as a benign mixed tumour 
composed of epithelial and myoepithelial cells arranged with 
various morphological patterns, demarcated from surrounding 
tissues by fibrous capsule. 1This tumour has been referred to 
by a great variety of names through the years (mixed tumour, 
enclavoma, branchioma, endothelioma, enchondroma), but the 
term ‘pleomorphic adenoma’ suggested by Willis, 
2characterizes closely the unusual histologic pattern of the 
lesion. It is a tumour of variable capsulation characterized 
microscopically by architectural rather than cellular 
pleomorphism, where  by epithelial and modified 
myoepithelial elements intermingle with tissue of mucoid, 
myxoid or chondroid appearance.3 Although it occurs most 
commonly in the major salivary glands , minor salivary glands 
and extrasalivary tissues may also get involved.4 It may occur 
at any age, but the highest incidence is in fourth to sixth 
decade of life with slight predilection for females.1 Usually it 
presents as a solitary, slow growing, unilateral, firm and 
mobile, asymptomatic mass. However, the signs and 
symptoms depend upon the site of the tumour.5 

 

Despite numerous theories, the exact pathophysiology of 
pleomorphic adenoma is still not well established. It is 
proposed that the tumour originates from stem cells or reserve 
cells of intercalated ducts with further epithelial and 
mesenchymal cell differentiation. This pool of stem cells or 
reserve cell population is a reservoir for maintaining 
morphological and functional integrity but may give rise to 

neoplasia. The trigger mechanisms and other factors 
implicated in the tumour development and progression still 
require definition.6 

 

Cytogenetic abnormalities have been identified in 70% of the 
pleomorphic adenomas. The cytogenetic aberrations’ may 
manifest in the following three patterns: rearrangement of 
chromosome band 8q12 (the target gene is pleomorphic 
adenoma gene1 [PLAG1]), rearrangement of chromosome 
band 12q1315 (the target gene is the high mobility group AT 
hook 2 gene, HMGA2) and sporadic changes not involving the 
above two chromosomes. Studies have demonstrated the 
presence of simian virus (SV40) sequence in human 
pleomorphic adenoma, suggesting an etiologic link.3,7

12Cytogenetic analysis of various salivary gland tumours has 
revealed chromosomal translocations at the break points 8q12, 
3p21, and 12q13155, corresponding to the PLAG1, 6b
catenin7, and HMGIC8 genes, respectively.6 Here we present a 
case of slow growing pleomorphic adenoma of palate in a 55 
years old female, with a remarkable size which attributed to 
loss of occlusion and difficulty in mastication. 
 

Case Report 
 

A 55 years old female reported to the Department of Oral 
Medicine and Radiology, GDCRI, Bangalore with the chief 
complaint of growth on the hard palate since ten years. The 
swelling was initially small in size, which gradually increased 
and progressed to the present size. The swelling interfered with 
complete closure of mouth and mastication. However there 
was no facial asymmetry noted. The patient is a known hyper 
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tensive and on medication. Intraoral examination revealed a 
well circumscribed swelling in relation to hard palate
extending towards left side of palate, roughly
6 cm in diameter. Mediolaterally, the swelling
marginal gingiva in relation to 26 and 27 to
midpalatal region. Anteroposteriorly, the swelling
from first premolar region up to the posterior
The surface of the swelling showed engorged
with no evidence of erythema, ulceration or
was loss of occlusion on both right and left
occlusal contacts. On palpation, the swelling
uniformly firm in consistency, noncompressible,
fluctuant, nonpulsatile with a sessile base and
underlying tissues. The teeth in relation to the
and 27) were displaced towards the buccal
nonmobile. However, the tooth 27 showed 
involvement. Based on history and clinical
provisional diagnosis of adenoma arising from
palate was established. Fibroma, Odontogenic
other salivary gland tumours were considered
diagnosis. 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 

 
 
 
 
 
 
 
 
 
 
 
 
 

Figure 1 Front profile of the patient
 

Figure 2 A diffuse swelling over left side of hard palate
 

Figure 3 Maxillary cross sectional occlusal view
     radio – opaque shadow extending till left second premolar
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Intraoral examination revealed a 
ling in relation to hard palate, 

roughly measuring about 
swelling extended from 

to 2cm beyond the 
swelling extended 

posterior palatal seal area. 
engorged blood vessels 

or discharge. There 
left side with open 

swelling was non tender, 
compressible, non
and was fixed to the 
the swelling (i.e. 26 

buccal aspect and were 
 caries with pulpal 

clinical examination, a 
from left side of hard 
genic myxoma and 

considered as differential 

 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
Routine hematological investigations
were found within normal limits
was subjected to radiographic examination.
occlusal view revealed radio
extending up to the second premolar on
no significant findings on the 
the presence of carious tooth
followed by an incisional biopsy
suggestive of pleomorphic adenoma.
subjected to Computed tomography
defined minimally enhancing 
arising from the inferior surface
measured around 4.6x3.6x3.9
evidence of pressure resorption
components. Complete excision of the tumour
extraction of maxillary molars
performed under general anaesthesia.
specimen was irregular in shape,
measuring about 4.0x4.5x3.5 cm
glistening surface. 
 

The histopathological examination
glandular epithelium arranged 
cells and anastomosing cords.

 
Front profile of the patient 

 
A diffuse swelling over left side of hard palate 

 
view showing   

opaque shadow extending till left second premolar 

Figure 4 Axial view showing extent of the lesion

Figure 5 Surgically excised specimen

Figure 6 Follow up after 15 days post 
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investigations were done and the values 
within normal limits. Following this, the patient 

examination. The maxillary true 
opaque shadow on the palate 

premolar on left side. There were 
 orthopantomograph except for 

tooth in relation to 27. This was 
biopsy of the lesion which was 

adenoma. Further patient was 
tomography which revealed a well

 soft tissue attenuation lesion 
surface of hard palate. The lesion 

4.6x3.6x3.9 cm in size. There was no 
resorption or erosion of surrounding bony 

Complete excision of the tumour along with 
molars (i.e. 26, 27 and 28) was 
anaesthesia. The excised surgical 

shape, reddish pink in colour, 
cm in size, with a smooth and 

examination of the specimen revealed 
 in ducts, small nests, sheets of 

cords. The peripheral areas showed 

 
 

Axial view showing extent of the lesion 
 

 
Surgically excised specimen 

 

 
Follow up after 15 days post  operatively 
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long strands of glandular epithelium with few areas giving a 
cribriform appearance. The cellular areas were separated by 
connective tissue stroma containing collagen fibres, myxoid 
and hyalinised areas. The histopathological findings confirmed 
the diagnosis of pleomorphic adenoma. The patient is on 
follow up since six months. 
 

DISCUSSION 
 

Tumours in minor salivary glands account for 923% of all 
salivary gland tumours, as reported by Pires FR et al, 13 in 
2007. Pleomorphic adenomas are the commonest benign 
salivary gland tumours; 84% occur in the parotid, 8% in the 
submandibular, and 46% in the minor salivary glands. Palate 
is the most common intraoral site (73%), followed by upper lip 
(17%), buccal mucosa, floor of the mouth, tongue, tonsil, 
pharynx and retromolar areas. Females are affected more than 
males in a ratio of 2:1.1 

 

The majority of palatal tumours are found on the posterolateral 
aspect of the palate; usually as unilateral, slow growing, 
asymptomatic, domeshaped masses with a smooth 
surface.14Seldom, they attain a size greater than 2 cm in 
diameter. 1The consistency of the tumour usually varies from 
soft to firm and hard, depending upon the amount of stromal 
component.15 

 

The diagnosis of pleomorphic adenoma is established on the 
basis of history, patient’ sage, site and clinical presentation of 
the tumour. However, radiographic evaluation including 
Computed tomography provides information about the margins 
of the lesion and its extension into adjacent anatomical 
structures. Histologically, pleomorphic adenoma is biphasic; 
characterized by a mixture of polygonal epithelial and spindle
shaped myoepithelial elements in a variable background 
stroma that may be mucoid, myxoid, cartilaginous or hyaline. 
16 The tumour is surrounded by a fibrous pseudocapsule which 
forms as a result of fibrosis of surrounding salivary 
parenchyma. The tumour extends through normal glandular 
parenchyma in the form of fingerlike pseudopodia.16 

 

The recurrence rate in pleomorphic adenoma is low and ranges 
from 244%. The factors contributing towards recurrence 
include rupture of capsule, spillage, inadequate removal and 
incomplete enucleation of the tumour. 17 Hence, wide excision 
is considered as an ideal treatment of choice for pleomorphic 
adenoma. Following excision, palatal reconstruction is done in 
cases with large palatal defects.18 In the present case, the 
patient did not require reconstruction of the palate as the bony 
invasion was minimal. 
 

The differential diagnosis considered in this case were 
fibroma, odontogenic myxoma and other salivary gland 
tumours. Fibroma was considered because the tumour was 
slow growing, capsulated, smooth and uniformly firm in 
consistency. But fibromas arising from palatal mucosa are 
extremely rare. Odontogenic myxomas are rarely seen in the 
palatal tissues. The diagnosis of adenoid cystic carcinoma and 
other malignant salivary gland tumours was ruled out in view 
of clinical presentation and duration of the lesion. 
 

The pleomorphic adenomas of palate should be detected and 
treated early as delay in treatment may cause extension of the 
tumour into adjacent structures, including oropharynx, 
nasopharynx and cavernous sinus. This may result in 
complications ranging from dysphagia and hyponasal speech 
to involvement of maxillary nerve. Malignant changes can 

occur in Pleomorphic adenoma and may lead to three distinct 
pathologic entities: Carcinoma arising in Pleomorphic 
adenoma, Carcinosarcoma and benign metastasizing 
Pleomorphic adenoma.19The risk of malignancy is about 1.5 % 
upto 5 years but increases to 9.5% after 15 years.20 

Development of secondary carcinoma in preexisting 
Pleomorphic adenoma is 3–4% as reported in the literature.19 

The uniqueness of our case was the large size of the tumour, 
with no evidence of ulceration or lymph node involvement and 
absence of cupped out resorption. The pleomorphic adenoma 
of palate reported in the literature with ulceration and 
resorption of underlying bone, are of considerable small size.17 
Our patient is under follow up since six months, has an 
uneventful course with no complaints. 
 

CONCLUSION 
 

Palate is the most common site for intraoral pleomorphic 
adenoma. The clinical diagnosis of pleomorphic adenoma is 
based on its painless, intermittent growth, with or without 
ulceration usually with negative radiographic findings. The 
unique feature of our case is the huge size of the tumour 
without ulceration and lymph node involvement with no bone 
changes except for the loss of occlusion and displacement of 
teeth. The recurrence rate of pleomorphic adenoma is very 
low. The reported recurrence is due to inadequate surgical 
technique. Hence, wide excision is the optimal strategy for the 
management of pleomorphic adenoma. 
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