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Squamous-cell carcinoma

§ Worldwide, oral carcinoma is one of the most 
prevalent cancers and is one of the 10 most 
common causes of death. 

§ Worldwide, the incidence of oral and 
oropharyngeal cancer  is approximately 350 
000 cases per year (other sources – 500 000). 
It ranks as the sixth leading cause of cancer. 
The vast majority of cancers are epithelial in 
origin, with squamous cell carcinoma (SCC) 
being the most common.



Squamous-cell carcinoma

§ occurs in patients over the 
age of 40

§ Men are affected more 
than women



Squamous-cell carcinoma

§ Etiology:
tobacco and alcohol being the most notable. 

Others have been implicated but are not as well 
characterized – betel , sun exposure, thermal 
factors, pathogalvanism, viruses (HPV is found in 
22% of the patients with oral cancer), dietary 
factors (decreased reception of fruits and 
vegetables), illnesses (erosive lichen planus, iron 
deficiency, Plummer-Vinson syndrome), 
immunosuppression (higher incidence of lip 
cancer in kidney transplanted patients).



Squamous-cell carcinoma

§ Clinical features:
Squamous cell carcinoma may develop 
everywhere in the oral cavity, but  the most 
common locations are the tongue, the lip, the 
floor of the mouth, the retro-molar area. 
Hard palate is rarely affected.



Squamous-cell carcinoma

§ Clinical features:
Lesions may appear flat (macular), raised (plaque-like), 
exophytic (growing outward), or ulcerated (showing surface 
erosion). 
The surface texture can range from smooth to irregular. 
Induration (firmness or hardness;) and fixation (immobility 
or palpable adherence to underlying structures) indicate 
infiltration of cancer cells into deeper tissues. These lesions 
have the potential for local bone destruction and nerve 
invasion as well as more distant spread via the lymphatics
and bloodstream. 
Pain is a worrisome symptom, although lack of pain does 
not exclude malignancy.



Squamous-cell carcinoma
§ TNM-stage defining:

Tl less than 2 cm greatest dimension

T2 2-4 cm greatest dimension

T3 > 4 cm greatest dimension

T4 extending to adjacent structures, e.g. bone, sinus, skin

NO No regional lymph node metastases

Nl One ipsilateral node < 3 cm diameter

N2 Ipsilateral or contralateral nodes 3-6 cm diameter

N3 Lymph node metastasis > 6 cm diameter

MO No distant metastases

Ml Distant metastasis (e.g. liver, lung)

Scores are compiled to designate the stage as follows:

Stage 1 Tl NO MO

Stage 2 T2NOMO

Stage 3 T3NOMO

Stage 4 any T4

any N2 or N3

any Ml



Squamous-cell carcinoma

§ Treatment:
The principal objective of treatment is to cure the patient of 
cancer. The choice of treatment depends upon cell type and 
degree of differentiation; the site and size of the primary 
lesion; lymph node status; the presence of bone 
involvement; the ability to achieve adequate surgical 
margins; the presence or absence of metastases, the ability 
to preserve oropharyngeal function, including speech, 
swallowing, and esthetics; the medical and mental status of 
the patient.
Surgery and radiation are used with curative intent in the 
treatment of oral cancer. Chemotherapy is an adjunct to 
the principal therapeutic modalities of radiation and 
surgery and is now standard combined therapy in 
management of advanced disease.



Squamous-cell carcinoma



Squamous-cell carcinoma



Lichen planus

Lichen planus is a chronic mucocutaneous T 
cell-mediated inflammatory condition that 
affects nearly 1% of the adult population.
lichen planus can affect the skin (50%) as well 
as other mucosal sites including the larynx 
and genitalia, patients should be specifically 
questioned regarding extra-oral symptoms.



Lichen planus
§ Etiology:

The etiology of OLP is not known. During 
recent years, it has become more evident 
that the immune system has a primary role I

Numerous medications have been 
associated with OLP including 
antihypertensive and nonsteroidal anti-
inflammatory agents.
Amalgam dental restorations (silver fillings) 
and cinnamon flavored products have been 
associated with localized contact lichenoid 
hypersensitivity reactions. 



Lichen planus

§ Risk factors:
an association between OLP and hepatitis C 
virus (HCV) has been described



Lichen planus

§ Clinical features:
There are three distinct clinical presentations 
of OLP, any of which may be observed in an 
affected individual at a given time: reticular, 
erythematous, and erosive.



Lichen planus

§ Clinical features – complications:
The most serious complication of OLP is 

malignant transformation to squamous cell 
carcinoma. 

For this reason, any suspicious changes should 
be biopsied and all patients with OLP should 
be seen at least annually.



Lichen planus

§ Treatment:
Treatment should be dictated by the severity 
of symptoms rather than clinical appearance. 
Patients with asymptomatic OLP do not 
require treatment; in symptomatic cases the 
mainstay of therapy is high potency topical 
corticosteroids. 



Lichen planus

§ Treatment:
In cases where topical therapy is inadequate, 
a short course of high-dose prednisone can 
be effective for severe flares. 
Nonsteroidal systemic therapies include 
hydroxychloroquine, azathioprine, 
cyclosporine, tacrolimus, and thalidomide. 



Lichen planus
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Lichen planus
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Leukoplakia

Synonym –
oral 
leukoplakia, OL

a malignant 
transformation 
may occur



Leukoplakia

§ Epidemiology:
Most oral leukoplakias are seen in patients over 

the age of 50
leukoplakias are more common in men



Leukoplakia

§ Clinical features:
Oral leukoplakia is defined as a 
predominantly white lesion of the oral 
mucosa that cannot be characterized as any 
other definable lesion. This disorder can be 
further divided into a homogeneous and a 
nonhomogeneous type. 
The typical homogeneous leukoplakia is 
clinically characterized as a white, well-
demarcated plaque



Leukoplakia

§ Clinical features:
The nonhomogeneous type of oral 
leukoplakia may have white 
patches or plaque intermixed with 
red tissue elements. Due to the 
combined appearance of white and 
red areas, the nonhomogeneous 
oral leukoplakia has also been 
called erythroleukoplakia and 
speckled leukoplakia.



Leukoplakia

§ Clinical features:
Oral leukoplakia may be found 

at all sites of the oral mucosa. 
Nonsmokers have a higher 
percentage of leukoplakias at the 
border of the tongue compared 
with smokers. The floor of the 
mouth and the lateral borders of 
the tongue are high-risk sites for 
malignant transformation.



Leukoplakia

§ Treatment:
Oral leukoplakia is a lesion with an increased risk of 
malignant transformation.
Since alcohol and smoking are well-established risk factors 
for the development of oral squamous cell carcinomas, 
measures should be taken to influence the patients to 
discontinue such habits. 
Local application of Vitamin A oleosum isotretinoin (Retin
A), corticosteroids 2-4 times/daily
Systemic intake of Vitamin A (for 1 month) and then 
Geritamin (vit.A+vit.E)
Cold-knife surgical excision, as well as laser surgery, is 
widely used to eradicate leukoplakias but will not prevent 
all premalignant lesions from malignant development.



Leukoplakia



Leukoplakia



Hairy leukoplakia

§ Synonyms – oral 
hairy 
leukoplakia, 
OHL, HL
Hairy 
leukoplakia is 
the second most 
common HIV-
associated oral 
mucosal lesion. 



Hairy leukoplakia

§ Etiology and 
pathogenesis:

HL is strongly 
associated with Epstein-
Barr virus (EBV)



Hairy leukoplakia

§ Treatment:
HL can be treated successfully with antiviral 
medication, but this is not often indicated as 
this disorder is not associated with subjective 
symptoms. 
In addition, the disorder has also been 
reported to show spontaneous regression. 
HL is not related to increased risk of 
malignant transformation.



Hairy leukoplakia
Oral hairy leukoplakia of the right 

lateral tongue wit diffuse white 
corrugated plaques. The patient also 
has a prominent hairy tongue, which 
is an unrelated finding.

Oral hairy leukoplakia of the right 
lateral tongue with focal linear white 
plaques.



Oral candidiasis

Oral candidiasis is the 
most prevalent 
opportunistic infection 
affecting the oral 
mucosa. In the vast 
majority of cases, the 
lesions are caused by 
the yeast Candida 
albicans. 



Oral candidiasis

§ Etiology and 
pathogenesis:

C. albicans, C. 
tropicalis, and C. glabrata
comprise together over 
80% of the species 
isolated from human 
Candida infections. C. 
Crusei and C. parapsilosis
are also isolated. 



Oral candidiasis

§ Etiology and pathogenesis:
The local predisposing factors are able to promote 
growth of Candida or to affect the immune response 
of the oral mucosa – denture wearing, smoking, 
atopic constitution, inhalation steroids, topical 
steroids, hyperkeratosis, imbalance of the oral 
microflora, quality and quantity of the saliva.
General predisposing factors are often related to the 
patient’s immune and endocrine status –
immunosuppressive diseases, impaired health 
status, immunosuppressive drugs, chemotherapy, 
endocrine disorders, hematinic deficiencies.



Oral candidiasis

§ Classification:

I. Oral candidiasis:

1. Acute forms:

Pseudomembranous candidiasis

Erythematous candidiasis
2. Chronic forms:

Chronic Plaque-Type and Nodular Candidiasis

Denture stomatitis

Angular cheilitis

Oral candidiasis, associated with HIV
II. Chronic mucocutaneous candidiasis



Oral candidiasis



Oral candidiasis



CANDIDA LEUKOPLAKIA



Oral candidiasis



Oral candidiasis

§ Treatment:
Primary management of oral candidiasis is with topical and 
systemic antifungal agents. The most commonly utilized topical 
agents include nystatin suspension and clotrimazole troches. 
While both can be effective, there is greater evidence to support 
the use of clotrimazole troches, although some cases may not 
respond even with adequate dosing. Systemic therapy using 
fluconazole is usually highly effective. 
If applicable, removable dentures should also be treated, as these 
are frequently colonized and will continue to re-infect the 
underlying soft tissue. Preparations for this are commercially 
available; however, a simple and inexpensive alternative is to 
soak the prosthesis overnight 
Angular cheilitis is effectively managed with topical 
nystatin/triamcinolone cream.



Oral candidiasis

§ Treatment:
Management of any underlying contributing 

factors is important in preventing recurrence. 
Long-term prophylaxis should be prescribed in 
cases of chronic recurrent disease. Topical agents 
may be effective; however, systemic treatment is 
often easier for the patient to manage due to 
dosing schedules. In most cases, fluconazole
given once or twice weekly is highly effective at 
preventing recurrent infection.



Linea alba

§ Literally meaning 
“white line”, this is a 
focal hyperkeratosis 
resulting from chronic 
frictional trauma of the 
tissues rubbing against 
the adjacent teeth. 



Linea alba

Diagnosis is based on clinical appearance.
Biopsy: No, unless the appearance is atypical 
or diagnosis is uncertain.
Treatment: None if classic linea alba is 
present on the bilateral buccal mucosa; 
otherwise attempt to identify and eliminate 
causative factor.
Follow-up: None.



Linea alba



Cheek biting

Hyperkeratosis from frictional trauma may be 
quite pronounced in cases of chronic cheek or 
lip biting or chewing (morsicatio buccarum, 
morsicatio labiorum).
Lesions can appear ragged or frayed, with 
areas of ulceration or redness. Chronic 
chewing lesions of the tongue (morsicatio
linguarum) can resemble oral hairy 
leukoplakia.



Cheek biting



White sponge nevus

§ Synonyms – pachyderma oralis, white folded 
gingivostomatitis
This is a rare lesion, inherited as an autosomal 
dominant trait, which usually presents in 
childhood or adolescence without gender 
predilection. Genetic analysis has pinpointed the 
defect to genes encoding mucosal keratin 
(keratin 4 and 13). 
It appears as a thick corrugated or folded white 
plaque with a spongy texture that is typically 
located on the buccal mucosa bilaterally.



White sponge nevus

It is generally asymptomatic and 
the clinical appearance is so 
distinctive that biopsy is not 
necessary. 
It can appear - esophagus, 
genitalia, and rectum, in which 
case biopsy may be needed. 
This is a benign condition and no 
treatment is required



White sponge nevus



Nicotinic stomatitis

Smoker's keratosis is seen among heavy, 
long-term pipe smokers and some cigar 
smokers.
The prevalence of smoker’s palate has been 
reported in the range of 0.1 to 2.5%. Smoker’s 
palate is more prevalent in men and is  
common clinical feature in high consumers of 
pipe tobacco and cigarettes and among 
individuals who practice inverse smoking



Nicotinic stomatitis

Direct irritation of the palatal mucosa from hot 
tobacco smoke can lead to inflammatory 
changes which are initially erythematous, then 
become white secondary to progressive 
epithelial hyperplasia and hyperkeratosis.
The palate exhibits a cracked or wrinkled 
appearance, with punctate red dots representing 
inflammation and squamous metaplasia of 
minor salivary gland duct orifices. This is 
commonly referred to as smoker’s palate. 



Nicotinic stomatitis



Nicotinic stomatitis



Dyskeratosis congenita
congenital disorder

inherited 
It is characterized by 
hyperpigmentation, 
telangiectasias, and atrophic 
areas of the skin (usually on the 
face, neck, and chest), 
dystrophic nails, hyperhidrosis, 
dermal and mucosal bullae, 
blepharitis, ectropion, aplastic 
anemia, mental handicap, and 
oral manifestations.



Dyskeratosis congenita

The oral lesions consist of aggregates or 
recurrent blisters that rupture, leaving a raw 
ulcerated surface mainly on the tongue and 
buccal mucosa. 
Atrophy of the oral mucosa is the result of 
repeated episodes. 
Finally, leukoplakia and squamous cell 
carcinoma may occur.



Dyskeratosis congenita



Dyskeratosis congenita


