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ABSTRACT: The literature date estimated that about 5% of all oral cavity cancers are hard palate cancers while 
soft palate cancers account for about 5-12% of oropharyngeal cancers. Although rare, usually these tumors had a 
more aggressively behavior than other oral cancer sites. That is why our study aimed to investigate comparatively the 
epidemiological, clinical and histopathological peculiarities of the two palatal sites of oral squamous cell carcinomas. 
We conducted a retrospective study limited to a period of 10 years in a single medical institution to investigate the 
morphoclinical profile of such tumors. We found that patients with hard palate SCCs had an average age slightly 
larger compared to those who developed soft palate tumors. Also, those with hard palate tumors are mostly 
diagnosed in less advanced stages compared to those at the level of the soft palate, and implicitly the former had a 
longer survival time. Histopathologically the most encountered hard palate SCC were the conventional  
well-differentiated tumor, and from the peculiar SCC variant the papillary and verrucous forms while for the soft palate 
SCC prevailed the moderate and poor differentiated conventional SCC and from the peculiar SCC variant the 
basaloid and acantholytic forms. In conclusion hard palate tumors differ in many aspects from those of the soft palate, 
and thus specification of the origin tumor site become important for the assessment of prognosis, treatment and 
survival outcome of such patients. 
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Introduction 
In 2018, according to the GLOBOCAN the 

world wide estimated incidence of oral cancers 
was of 354,864 new cases, being ranked as the 
18th most encountered cancer sites with 
approximatively 50% of these patients dying, 
representing 1.9% of all cancer deaths in all sites 
[1]. 

Variations in the incidence of oral cancer was 
noticed not only geographically but also by 
anatomic site, sex, race/ethnicity, and age group 
[2]. 

Thus, U.S. Cancer Statistics analyzing trends 
in incidence of oral cancers during 2007-2016 
showed increases in the incidence rate for the 
base of tongue, anterior tongue, gum, and tonsil 
cancers, while for the lip, floor of mouth, soft 
and hard palate was recorded a decrease in the 
incidence rate. 

Differences were also noticed regarding the 
distribution of these cancers in hard and soft 
palate. 

At least 50% of all hard palate cancers seems 
to be squamous cell carcinomas (SCC), while in 
the soft palate the incidence of this tumor is 
around 70% [3]. 

Even rare compared with other oral cancer 
sites by its locally aggressiveness palate 
squamous cell carcinomas may cause significant 
disabling functional morbidities involving 
speech, mastication and swallowing [4,5]. 

According to these our study aimed to 
investigate the epidemiological and 
morphological profile of palate SCCs diagnosed 
in the last decade at the Emergency Clinical 
County Hospital from Craiova. 

Materials and Methods 
We retrospectively reviewed data of 45 cases 

with palate SCC, treated in the Department of 
Oral and Maxillofacial Surgery from Emergency 
Clinical County Hospital from Craiova, from 
January 2010 to December 2019. 

From the medical records were reviewed data 
regarding age, gender, tumor topography (hard 
versus soft palate), clinical TNM stage, clinical 
appearance, the presence or absence of clinically 
detectable lymph node metastases, data related 
to the loco regional extension of the tumor and 
survival period after surgery. 

From the archive of the Pathology 
Laboratory we reviewed the corresponding 
histopathological slides according to the 
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diagnostic criteria established by WHO 
classification (2005) [6]. 

The study has been approved by the Ethics 
Comitee of the University of Medicine and 
Pharmacy of Craiova, and all patients signed a 
written informed consent regarding their 
participation in the study. 

Besides histopathological variants of SCC 
other variables of interest were: the malignancy 
degree, presence and absence of bone invasion, 
presence and absence of muscle invasion, 
presence and absence of perineural invasion, 
presence and absence of lymph node metastasis. 

For statistical analysis we used the SPSS 
version 12 software and descriptive statistics 
presenting the quantitative variable in form of 
absolute and relative frequencies. 

The Chi-squared test was used to compare 
the variables, with p<0.05 as significant level. 

Results 
Our casuistry includes 45 cases of palate 

SCCs most of them being males, with gender 
ratios of 5.43:1 in favor of males. 

Patients ranged in age from 35 through 
81 years with a peak incidence occurred during 
the six and seventh decade, and with the average 
age of 60.17 years. 

Most patients came from urban areas, 
respectively 62.22% of all investigated cases. 
The most involved anatomic region of the palate 
was the hard palate with 24 cases, the remainder 
tumors developed in the soft palate. 

Histopathologically the most encountered 
lesion was the conventional SCC with 38 cases, 
from which 17 cases were well differentiated, 
13 cases moderate differentiated and 8 cases 
were grouped as poor differentiated forms. 

The remaining 7 cases were classified as 
peculiar histological subtypes of SCC with 
2 cases of basaloid SCC, 2 cases of papillary 
SCC, 2 cases of acantholytic SCC and one cases 
of verrucous SCC. 

Regarding tumor topography in hard palate 
developed more frequently the well 
differentiated conventional SCC (52%), 
followed by the moderate differentiated form 
(20%), and the rarest were the poor 
differentiated form (12%) and the peculiar SCC 
variant (12%). 

From the last category being part 2 cases of 
papillary SCC and one cases of verrucous SCC. 

The soft palate lesions were dominated by 
moderate conventional SCC (38.1%), followed 
poor differentiated variant (23.8%), well 
differentiated tumors (19.05%) and peculiar 

SCC variant (19.05%), represented by 2 cases of 
basaloid SCC, and 2 cases of acantholytic SCC. 

Histologically the conventional SCC 
presented as invasive islands and cords of 
malignant squamous epithelial cells (Figure 1A). 

In well differentiated forms, tumor 
proliferations accomplish almost completely the 
cytoarchitecture of normal squamous 
epithelium, but with obvious characteristics of 
malignancy, such as: rupture of the basement 
membrane and invasion at least in the 
underlying chorion, loss of cellular polarity, 
disorganized growth, dyskeratosis (more than 
50% of tumor cells) with keratin pearls 
formation (Figure 1B), minimal atypical cells 
(with increased nuclear-to-cytoplasmic ratio, 
large nuclei, irregular contour and uneven 
staining, distinct eosinophilic nucleoli and 
typical and atypical mitotic figures). 

In moderately differentiated lesions the 
characteristics of squamous epithelium are less 
obvious to the detriment of those of malignancy, 
dyskeratosis being present in 20-50% of tumor 
cells, the nuclear pleomorphism is increased as 
well as the number of mitosis (Figure 1C). 

In poorly differentiated lesions the 
resemblance to the squamous epithelium is 
ambiguous, predominating immature cells, with 
numerous typical and atypical mitoses, minimal 
keratinization and necrosis (Figure 1D). 

Papillary SCC variant was diagnosed in two 
cases, both with origin in hard palate. 

The tumors developed in men aged 61 and 
respectively 71 years from urban areas. 

In the older patient the lesion was diagnosed 
in clinical stage II while in the other patient the 
clinical stage was I. 

At the time of diagnosis, no lymph node 
metastases were detected, nor underlying bone 
invasion and perineural invasion. 

Clinically these lesions presented as 
exophytic mass of 1.5cm and respectively of 
2.4cm in in the largest diameter. 

Both patients are still alive with more than 
5 years from the date of surgery. 

Histologically appear as a papillary tumor 
growth composed of numerous, thin, finger-like 
papillary projections (Figure 1E). 

These projections are made up of delicate 
fibrovascular core lined by the neoplastic 
epithelium that showed dyskeratosis, surface 
keratinization, loss of polarity, increased nuclear 
cytoplasmic (N/C) ratio, nuclear enlargement 
and irregularities, prominent nucleoli and 
numerous mitotic figures. Stromal invasion was 
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present and also an associated rich chronic 
inflammatory response. 

Verrucous SCC variant was observed in only 
one case, respectively in a 76-year-old man from 
an urban area, that was diagnosed with clinical 
stage II. 

The patient presented with a cauliflower 
mass developed at the level of the hard palate of 
about 3.1cm in diameter. 

No lymph node metastases were detected, 
nor underlying bone invasion and perineural 
invasion. 

The patient is still alive with more than 
5 years from the date of surgery. 
Histologically the lesions present abundant 
keratosis and parakeratosis in an acanthotic 
squamous epithelium accomplishing the “church 
spires” appearance (Figure 1F). 

The neoplastic epithelium is well 
differentiated and the advancing tumor margins 
were broad with pushing appearance. 

Near the front of tumor invasion was present 
an abundant inflammatory infiltrate. 

 

 
Figure 1. Palate Squamous Cell Carcinoma (SCC). A. Palate mucosa with SCC composed of invasive islands 

and cords of malignant squamous epithelial cells. HE staining, x50; B. Well-differentiated SCC, neoplastic 
proliferations with squamous epithelial architecture and dyskeratosis with keratin pearls formation. 
HE staining, x100; C. Moderate- differentiated SCC, neoplastic proliferation with obvious malignancy 

appearances and few keratin pearls formation. HE staining, x100; D. Poor-differentiated SCC, the neoplastic 
proliferations do no longer resembles squamous epithelium, keratinization is minimal and nuclear atypia are 

evident. HE staining, x100; E. Papillary SCC, a papillary tumor growth composed of numerous, thin,  
finger-like papillary projections. HE staining, x100; F. Verrucous SCC, neoplastic proliferation with abundant 

keratosis and parakeratosis in an acanthotic squamous epithelium accomplishing the “church spires” 
appearance. HE staining, x25. 
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Basaloid SCC variant was diagnosed in two 
cases, one developed in a 69-year-old man and 
the other in a 50-year-old man. Both originate 
from soft palate and at the time of diagnosis, 
clinically they were in stage 4 of the disease. 

The older patient had bone invasion and 
lymph node dissemination. Clinically they 
present as firm, nodular mass with 4.7cm and 
respectively 6.3cm in diameter, both with 
invasion of adjacent muscles. Both patients did 
not survive more than 12 months from the date 
of surgery. Histologically we noticed invasive 
solid, trabecular, cords, and nests tumor 
proliferations that sometimes present obvious 
peripheral palisading (Figure 2A). 

These neoplastic proliferations were 
composed by small packed cells with 
hyperchromatic nuclei without nucleoli, and 
scant cytoplasm. Also we noticed that the 
basaloid proliferations were in direct continuity 
with areas of squamous differentiation including 
abrupt keratinization in the form of squamous 
pearls. Small foci of squamous differentiation 
were also present inside the basaloid 
proliferations. In one cases we noticed the 
surface ulceration and none showed perineural 
invasion. 

Acantholytic SCC variant was diagnosed in 
two men aged 38 and respectively 46 years, both 
developed from the soft palate. Clinically 
appeared as a soft, exophytic mass, one of 3.7cm 
and respective 5.3cm in diameter. The youngest 
patient at the time of diagnosis was classified as 
stage IV of the disease while the other case was 
enclosing as stage III disease. Both cases 
showed clinically detectable lymph node 
metastases, adjacent muscle invasion and a 
survival rate of less than 12 months after 
surgery. Histologically were observed islands 
and sheets of neoplastic squamous cell 
carcinoma with central prominent acantholysis 
that create a false appearance of glandular 
differentiation (Figure 2B). 

Usually, these pseudolumina contain cellular 
debris, acantholytic and dyskeratotic cells, with 
bizarre shapes and even as large multinucleated 
cells. 

Patients with hard palate lesions had a peak 
incidence in the six and eight decades with an 
average age of 61.16 years. Most of them were 
man (76%) mainly from urban areas (56%). At 
the time of diagnosis these patients complained 
of palatal ulcerating lesion (17 cases), initial 
painless. The second common presentation was 

as a hard palate mass (vegetative type-5 cases) 
and the last one was as an ulcerovegetative 
lesions (3 cases). In more than half of the cases 
the patients also complained of pain (13 cases), 
especially those in the advanced stages. As 
clinical stage 64% cases from the hard palate 
lesions were presented in advanced stages 
(II and III), respectively 8 cases in both stage 
II and stage III. Most of the lesions developed in 
the hard palate (76%) they were larger than 2cm 
at the time of diagnosis, with 44% of lesions 
being classified as T2 lesions. Also in 14 cases 
there was bone invasion (Figure 2C), and in 
10 cases perineural invasion. At the first 
presentation the neck lymph node enlargement 
was obvious in 7 cases that were 
histopathologically confirmed. 

The soft palate lesions prevailed in the 6th 
decade of life (33.33%), patients with such 
tumors had an average age of 59.04 years. More 
than 90% were man and two-thirds of them 
came from urban areas. At the first presentation 
to the doctor, two thirds of the patients 
complained of soft palate mass and in the rest of 
the cases they present ulcerovegetative lesions 
(7 cases). Also in 71.42% cases patients 
complained of pain. Most of these patients 
presented in advanced stages (90.47%), 
respectively 8 cases in stage III and 11 cases in 
stage IV. As T stage most patients (71.5%) had 
bulky lesions larger than 4 cm and presence of 
muscle invasion was noticed in about 81% of 
these cases (Figure 2D). 

In 15 cases a neck lymph node enlargement 
was clinical observed that were 
histopathologically confirmed (Figure 2E) and 
the perineural invasion was noticed in more than 
half lesions (52.38%) (Figure 2F). 

Regardless of tumor topography in terms of 
the survival period after surgery we noticed that 
most of the patients (68.88%) did not survive 
more than 12 months. In less than 18% of cases 
the survival was longer than 5 years. 

Related to tumor topography we noticed a 
better survival among patients with tumors 
developed in the hard palate compared to the 
soft palate, the percentage of survivors over 
5 years after the operation was of 28% for hard 
palate tumors versus 4.76% in soft palate 
tumors. 

The number of patients who died in the first 
12 months after surgery it was almost double for 
soft palate tumors compared to that developed in 
the hard palate (48% compared with 90.47%). 

 



Pătru Adrian et al. - Palate Squamous Cell Carcinomas: A Ten-Year Single Institute Experience 

362 10.12865/CHSJ.46.04.06 

 
Figure 2. Palate Squamous Cell Carcinoma (SCC). A. Basaloid SCC, neoplastic proliferation consisting of 

invasive solid, trabecular, cords, and nests tumor proliferations that sometimes present obvious peripheral 
palisading. HE staining, x100; B. Acantholytic SCC, with islands and sheets of neoplastic squamous cell 

carcinoma with central prominent acantholysis that create a false appearance of glandular differentiation.  
HE staining, x50; C. SCC invading the palate bone. HE staining, x50; D. Moderate- differentiated SCC invasive 

in muscle fibers. HE staining, x100; E. Lymph node with SCC metastasis. HE staining, x25;  
F. SCC invading nerve bundles. HE staining, x200. 

 

Clinical evaluation of the lymph node 
adenopathy revealed a higher predisposition for 
the soft palate (14 positive cases out of 21 cases) 
versus the hard palate (8 positive cases out of 
24 patients), λ2(1, N=45)=4.9802, p=0.0256 
(Figure 3A). 

When considering the histopathological 
subtypes, there was no clear-cut predominance 
of a specific subtype for any of the two 
localizations, λ2 (6, N=45)=5.598, p=0.0608 
(Figure 3B). 

Regarding the tumor stage, there was a 
preponderance of more aggressive tumors at the 
level of the soft palate compared to the hard 

palate, λ2 (3, N=45)=8.958, p=0.02984  
(Figure 3C). 

Ulceration of the tumors was mostly 
observed for hard palate tumors,  
λ2 (1, N=45)=24.716, p<0.0001. Regarding the 
lymph ganglia histopathological invasion, there 
was again a preponderance of more aggressive 
tumors at the level of the soft palate compared to 
the hard palate, λ2 (3, N=45)=9.1902, 
p=0.02686 (Figure 3D). 

Regarding survival times, there were no 
statistically significant differences for the 
two localizations, λ2 (3, N=45)=7.3785, 
p=0.117188. 
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Figure 3. Statistical difference ratios for Palate Squamous Cell Carcinoma (SCC) tumors of the soft palate 
and hard palate in what it regards adenopathy (A), histopathological type (B), T and N stages (C and D). 

All values on the OY axe represent the actual number of cases. 

 

Discussions 
Globally, carcinomas with oral topography 

was ranked as the 18th to 26th most common 
human cancer [7]. In 2018, about 354,864 cases 
of oral cavity carcinoma were newly diagnosed, 
representing 2% of all cancer sites and among 
them 228,389 deaths were registered, which 
represented 1.9% of the total deaths by all 
cancer sites [1]. 

Wide geographical variations in the 
incidence of oral cancer have been reported with 
the Southern Asia and Pacific Islands as regions 
with the worldwide highest incidence and 
mortality rates among both genders. According 
to the U.S. Cancer Statistics data reported during 
2007-2016 regarding cancers of oral cavity and 
pharynx the incidence rates varied by anatomic 
site, sex, race/ethnicity, and age group [2]. 

Thus an increase of incidence rates was 
recorded for cancers of the oral cavity and 
pharynx combined, base of tongue, anterior 
tongue, gum, tonsil, oropharynx, and other oral 
cavity and pharynx. 

At the same time, it was noticed a decline in 
the incidence rates for cancers of the lip, floor of 
mouth, soft palate and uvula (-3.7%), hard palate 
(-0.9%), hypopharynx, and nasopharynx, and 
were stable for cancers of the cheek and other 
mouth and salivary gland. Related to gender 
differences in female was found a decrease of 
incidences for cancers of the floor of mouth, soft 

palate and uvula, nasopharynx, and 
hypopharynx, and an increasing for cancers of 
the anterior tongue, gum, and tonsil while 
among males was noticed a stable incidence for 
hard palate, cheek and other mouth, and salivary 
gland, but an increased frequency for cancers of 
the base of tongue, oropharynx, and other oral 
cavity and pharynx and a decreased incidence 
for cancer of the lip. By age group among sites 
with increasing rate trends, the increases were 
mainly driven by increases among persons aged 
50-79 years, while among persons aged  
20-49 years those rates were stable or decreased 
[2]. 

Unlike U.S. in China, at Beijing, a 10-year 
continuous single-center study conducted 
between 2004 and 2013, showed a decrease in 
incidence of oral SCCs at the sites of tongue, 
gingiva, buccal mucosa, oral floor, oropharynx, 
lip and palate [7]. 

Also, a series of studies proved that in 
regions of China, South East Asia, and India the 
most frequent oral SCC developed at the buccal 
mucosa site [8-10]. 

This appears to be the consequence of the 
endemic regional practice of chewing betel quid. 

It has been estimated that about 90% of oral 
cancers are SCCs [11]. 

The rest of the tumors could develop not only 
from the oral epithelium but also from 
connective tissue, minor salivary glands, 
lymphoid tissue, and melanocytes. Thus minor 



Pătru Adrian et al. - Palate Squamous Cell Carcinomas: A Ten-Year Single Institute Experience 

364 10.12865/CHSJ.46.04.06 

salivary gland carcinomas may account for less 
than 5% of oral cancers, with about 60% 
developing in the hard palate, and as the most 
common tumors are quoted: mucoepidermoid 
carcinoma (54%), low-grade adenocarcinoma 
(17%), and adenoid cystic carcinoma (15%) 
[12]. 

Other types of cancers of the oral cavity 
include melanomas, maxillary bones 
malignancies and odontogenic tumors [13,14]. 

In the Department of Oral and Maxillofacial 
Surgery from Emergency Clinical County 
Hospital Craiova, from January 2010 to 
December 2019 were treated 45 patients with 
palate SCC. Most of them were men, 
respectively 84.44% of cases with a peak 
incidence occurring during the six and seventh 
decade, and with the average age of 60.17 years. 
62.22% of cases came from urban areas, and 
53.33% developed in hard palate. 

It has been estimated that about 5% of all 
oral cavity cancers are hard palate cancers [15], 
and about two-thirds up to 90% of these cancers 
are SCCs [16,17]. 

Other hard palate malignancies include: 
adenoid cystic carcinoma, mucoepidermoid 
carcinomas, and adenocarcinomas [15]. 

About 80% of the soft palate cancers are 
SCCs and these could account for about 5-12% 
of oropharyngeal cancers [18], being rarer than 
tonsil or tongue base SCCs [19,20]. 

The remainder of soft palate malignancies are 
more common of minor salivary gland origin 
[20-22]. 

Between 1973 and 2015 in the Surveillance, 
Epidemiology, and End Results (SEER) 
database were recorded 1,489 hard palate SCCs 
[23] and between 1973 and 2014 the same 
database noticed 4,366 cases of soft palate SCCs 
[4]. 

According to the gender and age group the 
hard palate SCCs was estimated to develop at 
60-70 year-old patients with a slight female 
predominance [23-25], while the soft palate 
SCCs are more frequently present in 6th to 7th 
decade, among males, who are twice as likely to 
be affected as women [26-29]. 

As the common risk factors for palate SCCs 
were cited tobacco use and alcohol 
consumption, the carcinogenic effects being 
dose-dependent and with a synergistic effect 
[30]. 

As major hard palate SCC risk factors, 
developed among patients from India and 
Philippines, were quoted poor oral hygiene, 

mechanical irritation, poorly fitting dentures, 
and syphilis [17]. 

The influences of human papilloma virus 
(HPV) infections in the pathogenesis of the soft 
palate SCC it is a very small one since the  
HPV-positivity rate among these patients was as 
low as 3.1 [31]. 

Histopathologically, in our casuistry 
predominate the conventional SCC with 84.44% 
cases, from which the most encountered were 
well-differentiated tumors (44.73%) followed by 
moderate differentiated forms (34.21%) and 
poor differentiated tumors (21.06%). In 15.55% 
cases the histopathologic investigation classified 
them as peculiar histological subtypes of SCC, 
represented by 2 cases of basaloid SCC, 2 cases 
of papillary SCC, 2 cases of acantholytic SCC 
and one cases of verrucous SCC. 

Topographically, in hard palate developed 
more frequently the well differentiated 
conventional SCC (52%), and the rarest were the 
poor differentiated form (12%) and the peculiar 
SCC variant (12%), represented by 2 cases of 
papillary SCC and one cases of verrucous SCC. 
In soft palate lesions were dominated by 
moderate conventional SCC (38.1%), and at the 
opposite pole they were well differentiated 
tumors (19.05%) and peculiar SCC variant 
(19.05%), represented by 2 cases of basaloid 
SCC, and 2 cases of papillary SCC. 

The current WHO classification of tumors of 
the head and neck identify the conventional oral 
SCCs and several peculiar histological subtypes, 
namely basaloid SCC, spindle cell SCC, 
adenosquamous carcinoma, carcinoma 
cuniculatum, verrucous SCC, lymphoepithelial 
carcinoma, papillary SCC and acantholytic SCC 
[32]. 

Conventional SSC is the most frequent 
malignancies arising from the oral epithelium 
and according to the degree of keratinization, 
cellular and nuclear pleomorphism and mitotic 
activity is divided in well, moderately and poor 
differentiated forms. Most of the oral SCC are 
moderately and well differentiated forms while 
the poor differentiated SCC are less frequent. 
However, it seems that this malignancies 
grading of oral SCCs correlates poorly with 
outcomes and treatment response [33]. 

On the other hand, in the last 10 years were 
describe several histological variants of SCCs 
that have peculiar histomorphological 
appearance with certain impact on the prognosis, 
metastatic potential, survival rate and treatment 
of such patients [34,35]. 
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Although rare, these histological variants 
may account for 10-15% of all SCCs [36] and 
need an accurate diagnosis because many of 
these can be easily misdiagnosed with a real 
impact on the prognosis and treatment of such 
patients. 

In our casuistry the hard palate SCCs prevail 
in the six and eight decades with an average age 
of 61.16 years. Most patients were man (76%) 
and at the time of diagnosis they especially 
complained about painless ulcerating lesions 
(70.83%). About 64% cases presented in 
advanced stages (II and III), with 76% of lesions 
being larger than 2cm at the time of diagnosis. 
In more than half of the cases (58.33%) it was 
recorded bone invasion and about 30% had 
clinical detectable neck lymph node enlargement 
at the first presentation. The peak incidence for 
soft palate lesions was recorded in 6th decade of 
life (33.33%), the average age of these patients 
being of 59.04 years. More than 90% were man 
and they mostly complain to have soft palate 
mass (66.66%) at first presentation. The great 
majority (90.47%) presented in advanced stages 
(clinical stage III and IV) with 71.42 of them 
having clinical detectable neck lymph node 
enlargement at the first presentation. About 
71.5% had bulky lesions, larger than 4cm, and 
with muscle invasion noticed in about 81% of 
these cases, and perineural invasion in more than 
half lesions (52.38%). 

More common the hard palate SCC debuts as 
an ulcerating asymptomatic lesion that in more 
advance stage become painful [20]. 

Other reported presenting symptoms include 
palatal mass, bleeding, ill-fitting dentures, or 
loose teeth. In up to 70% of cases hard palatal 
tumors extend to the soft palate, gingiva, 
maxillary sinus, sphenopalatine foramen, 
pterygopalatine fossa, and skull base [20]. 

Usually, the soft palate SCC present as an 
asymptomatic leukoplakia or erythroplakia [37] 
but which over time will develop by extension 
hypernasal speech, dysphagia, trismus, referred 
otalgia, hemoptysis, or neck mass in adults [20]. 

About 50% of soft palate SCC at the first 
presentation to the clinician are already extended 
beyond soft palate, at the level of: the tonsil, 
posterior tonsillar pillar, oropharyngeal wall, 
retromolar trigone, inferior alveolar process, and 
base of the tongue [19]. 

Lymph node metastases are rare for patients 
with hard palate SCCs [38], but these are present 
in up to 50% of soft palate SCCs at the first 
presentation [39]. 

For T1-T2 soft palate SCCs the nodal 
metastases rate at presentation is about 20%, and 
this percentage may increase up to 60-70% for 
T3 and T4 lesions [40]. 

Also up to 25% of soft palate SCCs may 
present as tumors with synchronous or 
metachronous cancers especially on the floor of 
the mouth [19,40]. 

Oral papillary SCC is a rare variant of 
SCC with favorable prognosis [41]. 

It develops in the 6-7 decades of life, slightly 
affecting men [42-44]. 

The most common tumor topography is 
larynx [45], the oral cavity being rarely affected 
with gums as the most common site, followed 
by buccal mucosa, tongue, palate, lower lip, 
floor of mouth and oropharynx [46]. 

The palate papillary SCC are rare, until now 
in English literature being reported about 
15 cases, more common in hard palate [42-47]. 

Clinically, they present as soft, exophytic 
growth mass with size ranging from 2mm up to 
4cm [43]. 

It was described two variants of oral 
papillary SCC: a broad based exophytic form 
and a papillary form [48]. 

The main differential diagnosis is with 
squamous papilloma in which lack the high 
grade epithelial atypia. Other differential 
diagnoses that can come into question are 
verrucous carcinoma (with obvious 
hyperkeratosis, broad pushing retepegs showing 
no evidence of invasion) and exophytic  
CSS (with high grade atypia and a rather 
cauliflower-appearance than celery stalk-
looking). Generally oral papillary SCC has an 
invasive behavior, Argyris et al. reported tumor 
invasion in 91% of studied cases [42]. 

However, the vascular, perineural, or osseous 
invasion are usually absent [48]. 

Overall this variant of oral SCC has better 
prognosis than the conventional SCC of similar 
clinical stage but worse than verrucous 
carcinoma [47-49]. 

Oral verrucous carcinoma seems to be 
the most common variant of SCC in oral cavity, 
peculiar involving the buccal mucosa, alveolar 
ridge, and oral tongue. The palate is rarer 
involved, the English literature reporting less 
than 100 cases [50-53]. 

Alonso JE et al. reviewing the oral verrucous 
carcinoma cases recorded between 1973 to 2012 
in the SEER database found 79 cases with hard 
palate location, representing 5.3% from all oral 
sites origin of this tumor [50]. 
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Usually occurs in elderly patients with an 
average age at diagnosis of 69.5 years [50]. 

Its etiology is controversial, many authors 
incriminating as the main cause chronic 
irritation from extensive tobacco use, alcohol 
consumption or chewing betel nuts [54,55]. 

Clinically, oral verrucous carcinoma presents 
as a cauliflower-like exophytic growth with 
whitish-to-gray surface that sometime may have 
erythematous areas [35,55]. 

First oral verrucous carcinoma must be 
differentiated from verrucous hyperplasia which 
does not extend more deeply than adjacent 
uninvolved epithelium. Also the verruca vulgaris 
may be considered, but in these lesions are seen 
peculiar aspects as a prominent keratohyalin 
granules and parakeratosis with sharply defined 
acanthotic rete ridges. As mentioned above 
another differential diagnosis can be made with 
papillary SCC. In terms of biological behavior 
this tumor must be considered as a non-
metastasizing variant of well differentiated SCC. 
Although in the vast majority of cases the 
lesions have a superficial involvement, in the 
advanced stages can be recorded bone, salivary 
glands, muscles and cartilage invasion. The 
metastatic potential of these lesions is low, with 
very few cases described in the literature 
[50,56,57]. 

Oral verrucous carcinoma it is a recurrent 
lesion, some authors recoding a 38.5% local 
recurrence rate [35]. 

Basaloid SCC is a rare high grade variant 
of SCC that has the ability for metastasis to 
distant sites. It develops in elderly man with a 
history of heavy smoking and alcohol 
consumption [58]. 

Basaloid SCC shows predilection head and 
neck region, particularly in larynx and 
hypopharynx [59,60]. 

Regarding oral localization, this SCC variant 
seems to have predilection for tongue, followed 
by floor of the mouth, retromolar trigone, and 
gingival mucosa [35,58,61]. 

Palate basaloid SCC are very rare in the 
English literature being reported a few dozen 
cases [58,59,61-63]. 

Clinically, usually the tumor appears as a 
firm, exophytic, poorly defined mass, with 
surface ulceration [35,64]. 

Furthermore, some cases could present as 
multifocal lesions that comprise other mucosal 
sites of the head and neck, as well as the 
gastrointestinal tract and lower respiratory tract 
or even as metastatic even at the initial 
presentation [61]. 

In the differential diagnoses, especially in the 
palate sites could be included adenoid cystic 
carcinoma (with origin in salivary gland has a 
peculiar growth pattern-the cribriform one, no 
squamous component and perineural invasion) 
or adenosquamous carcinoma (with prominent 
squamous component, absence of basaloid cells 
with peripheral nuclear palisading, and presence 
of glandular differentiation). Most patient 
present with higher stage and with nodal 
metastases, and their prognosis is worse than 
those with conventional SCC, having a very 
high mortality [59,60,65,66]. 

This aggressive behavior is due to early local 
or regional recurrences and distant metastasis. 
The literature date reported a neck lymph node 
metastasis rate of 64% and a distant metastasis 
rate of 44%, especially in lung, liver, bone, brain 
and skin [60,66-68]. 

With such behavior it was estimated that 
patients with basaloid SCC have a survival rate 
at least half of those with the conventional 
version [68]. 

Acantholytic SCC (adenoid SCC) is a rare 
variant of SCC characterized by marked 
acantholysis in the tumor islands leading to a 
pseudoglandular appearance, but no evidence of 
glandular differentiation, secretory activity or 
products [69]. 

Usually it develops in the sun exposed skin 
of the head and neck region [70] and less 
frequently in the oral cavity, in the literature 
having been reported less than 50 cases [71,72]. 

The palate origin is even rarer with less than 
10 reported cases [73]. 

The patients age with oral acantholytic SCC 
varies widely from the 4th to the 8th decade, 
with 51.9 years mean age [69]. 

A slight prevalence of cases has been 
reported in men. Oral acantholytic SCC should 
be differentiated from adenosquamous 
carcinoma (which contain a true 
adenocarcinoma component positive to mucin 
stains and to glandular immunomarkers), 
intraoral primary or metastatic adenocarcinoma 
(in these cases the molecular marker related to 
adenocarcinoma are very useful) and oral 
angiosarcomas (with which it shares some 
clinical features and a similar histopathological 
pattern and even more overlaps of cytokeratin-
expression and of expression of vascular 
differential markers) [72]. 

Of a real use in differentiation of oral 
acantholytic SCC from the last entity proved to 
be the expression of Fli-1 in angiosarcoma and 
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cytoplasmatic immunoreaction for γ2-chain of 
ln-5 in the acantholytic tumors [71]. 

The intraoral cases are more aggressive than 
those of the skin and lips [74], the former having 
a certain tendency to aggressive invasion and 
metastasis to the lymph nodes [71,75]. 

With such behavior, oral acantholytic SCC 
have a worse prognosis than conventional SCC 
[73]. 

Overall, in our casuistry about 69% of 
patients did not survive more than 12 months 
after surgery. As percentage the number of 
patients who died in the first 12 months after 
surgery it was almost double for soft palate 
tumors compared to that developed in the hard 
palate (48% compared with 90.47%). 

A longer survival period was recorded 
especially among patients with SCCs developed 
in the hard palate compared to the soft palate, 
the percentage of survivors over 5 years after 
surgery was of 28% for hard palate tumors 
versus 4.76% in soft palate tumors. 

The literature data show for the overall 
5-year survival rates of hard palate SCCs values 
varying between 33 to 86% depending on tumor 
presentation and treatment modality [23,76]. 

Thus patients treated with surgery have a 
higher 5-year disease-specific survival than 
those who were treated with radiation therapy 
alone (71% versus 29%) [23]. 

Also it was showed that more advanced 
T stage is associated with worse overall 5-year 
survival rates for hard palate SCCs [23,25,77]. 

Moreover, it was stated that for hard palate 
SCCs in any T stage but without clinically 
evident neck lymph node metastases should be 
done elective neck management with radiation, 
neck dissection, or sentinel lymph node biopsy 
due to the risk of metastases and potential for 
improved survival [14]. 

For the soft palate SCC the overall 5-year 
survival rates range between 21-37.2% in stage 
IV-A [18,78] to 40-66% in stage I-II [18,78,79]. 

Also it was showed a higher survival rate up 
to 70.8% for the unilateral soft palate tumors 
compared to those that cross the midline or with 
bilateral lesions, in which the survival rate falls 
below 51% due to a higher incidence of regional 
metastasis [40]. 

Higher T stage [80], presence of residual 
tumor cells in neck lymph nodes after radiation 
therapy [81], and recurrence in the 
parapharyngeal space [82] were associated with 
lower survival rates. 
 
 

Conclusions 
Our ten years’ single institute experience 

proved that hard palate tumors differ in many 
aspects from those of the soft palate. 

Patients with hard palate SCCs had an 
average age slightly larger compared to those 
who developed soft palate tumors. 

Also, those with hard palate tumors are 
mostly diagnosed in less advanced stages 
compared to those at the level of the soft palate, 
and implicitly the former had a longer survival 
time. 

Soft palate tumors showed more frequent 
muscle and perineural invasion, and lymph node 
dissemination, while hard palate tumors were 
rather invasive in adjacent bone. 

Histopathologically the most encountered 
hard palate SCC were the conventional 
well-differentiated tumor, and from the peculiar 
SCC variant the papillary and verrucous forms 
while for the soft palate SCC prevailed the 
moderate and poor differentiated conventional 
SCC and from the peculiar SCC variant the 
basaloid and acantholytic forms. 

Thus it becomes important to establish from 
the beginning the exact location of the tumor 
since it have impact on the prognosis, treatment 
and survival outcome of such patients. 
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