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Introduction  

ÅOral cancer constitutes an important entity 

in the field of Oral and Maxillofacial surgery 

 

ÅThe global incidence of oral cancer is 500000 

cases per year with mortality of 270000 cases 

  

ÅSome oral cancers initiate as a De Novo 

lesion while some are preceded by Oral 

premalignant lesions and conditions 



Introduction  

Å Various premalignant lesions, particularly red lesions 

and some white lesions have a potential for malignant 

change.  

Å Practitioners will see many oral white lesions but few 

carcinomas. However they must be able to recognize 

lesions at particular risk and several features which 

help to assess the likelihood of malignant 

transformation.  

Å The accuracy of such predictions about premalignant 

lesions and conditions is low but the process of 

identifying ñat riskò lesions is fundamental for 

diagnosis and treatment planning. 



The terms premalignant ( pre- preliminary and malignant -

cancerous) lesions and conditions were coined by Romanian 

physician Victor Babeĸ in1875 



Introduction  

Å Premalignant condition is defined as by WHO 

workshop 2005:   ôôIt is a group of disorders of 

varying etiologies characterized by mutagen 

associated, spontaneous or hereditary 

alterations or mutations in the genetic material 

of oral epithelial cells with or without clinical 

and histomorphological alterations that may 

lead to oral squamous cell carcinoma 

transformationôô 
 

(Ref:Oral  potentially malignant disorders: Pr®cising the definition) - 

Oral Oncology journal (2012) 



Premalignant lesions and 

Premalignant conditions  

Premalignant lesions 

ÅLeukoplakia  

ÅErythroplasia   

ÅLeukokeratosis 

nicotina palatinae 

ÅCandidiasis  

ÅCarcinoma in situ  

Premalignant conditions 

ÅOral lichen planus  

ÅActinic keratosis  

ÅSyphilis  

ÅDiscoid lupus 

erythematosus  

ÅSideropenic dysphagia 



NEW CLASSIFICATION FOR ORAL 

POTENTIALLY MALIGNANT DISORDERS  

Group I : Morphologically altered tissue in which external factor is 

responsible for the etiology and malignant transformation.  

 

Group II : Morphologically altered tissue in which chronic 

inflammation is responsible for malignant transformation (chronic 

inflammation mediated carcinogenesis). 

 

Group III : Inherited disorders that do not necessarily alter the clinical 

appearance of local tissue but are associated with a greater than 

normal risk of PMD or malignant transformation.  

 

Group IV: No clinically evident lesion but oral cavity is susceptible to 

Oral squamous cell carcinoma. 



Group I: Morphologically altered tissue in 

which external factor is responsible for the 

etiology and malignant transformation  

Group I  

 

1. Habit related:  

 

a. Tobacco associated lesions Å Leukoplakia Å Tobacco pouch keratosis 

Å Stomatitis palatine nicotini   

b. Betel nut associated Å Oral submucous fibrosis c. Sanguinaria-

associated keratosis 

 

2. Non-habit related:  

 

Å Actinic cheilosis  

 

Å Chronic candidiasis (Certain strains of Candida have been shown to 

produce nitrosamines a chemical carcinogen (external factor) and 

hence, candidiasis is included under Group I.) 



Group II: Morphologically altered tissue in which 

chronic inflammation is responsible for malignant 

transformation (chronic inflammation mediated 

carcinogenesis).  

Group II  

 

a. Chronic inflammation caused by internal derangement.  

1. Lichen planus   

2. Discoid lupus erythematosus 

 

b: Chronic inflammation caused by external factors.  

1. Chronic mucosal trauma  

2. Lichenoid reactions  

3. Poor oral hygiene  

4. Chronic infections Å Chronic bacterial infections Å Chronic viral  

infections Å Chronic fungal infections  

5. Other pathologies associated with prolonged untreated chronic 

inflammation of the oral cavity. 



Group III: Inherited disorders that do not necessarily 

alter the clinical appearance of local tissue but are 

associated with a greater than normal risk of PMD or 

malignant transformation  

Group III  

 

Inherited disorders that do not necessarily alter the clinical appearance 

of local tissue but are associated with a greater than normal risk of 

PMD or malignant transformation .  

1. Inherited cancer syndromes  

Å Xeroderma pigmentosum  

Å Ataxia telangiectasia  

Å Fanconiôs anemia  

Å Li Fraumeni syndrome 

2. Dyskeratosis congenita  

3. Epidermolysis bullosa  

4. White sponge nevus  

5. Darierôs disease  

6. HaileyïHailey disease 



Group IV: No clinically evident lesion but oral cavity is 

susceptible to Oral squamous cell carcinoma  

Group IV  

 

1. Immunosupression  

Å AIDS  

Å Immunosupression therapy (for malignancy or organ transplant) 

  

2.     Alcohol consumption and abuse  

3.     Nutritional deficiency  

Å Sideropenic dysphagia  

Å Deficiency of micronutrients 



Leukoplakia  

ÅOral leukoplakia, as defined by 

the WHO, is ñ A predominantly 

white lesion of the oral mucosa 

that cannot be characterised as 

any other definable lesion.ò (Ref 

ï WHO workshop 2012) J Oral 

Pathol Med (2012) 36: 575ï80 



Etiology  

The exact etiology is unknown. But some 

predisposing factors can be identified. 

PREDISPOSING FACTORS ARE BEST 

REMEMBERED AS 6 S  

Å Smoking   

Å Spirit   

Å Sharp tooth   

Å Spicy food   

Å Syphilis  

Å Sepsis 



Etiology  

Å Tobacco. Most important causative factor. Pindborg & colleagues 

pointed out that tobacco produces a specific effect on the oral 

mucosa, leading to a characteristic appearance of pumice stone. 

 

Å Alcohol. Heavy consumption of alcohol is second most important risk 

factor, it acts synergistically with tobacco.  

 

Å Candida infection. Candida albicans infection (chronic hyperplastic 

candidiasis) may play a role in the etiology of leukoplakia. 

 

Å Human papilloma viruses.  

 

Å Vitamin Deficiency. Vit  A deficiency will cause metaplasia and 

keratinization of epithelial structures (particularly glands) 



Stomatitis palatine nicotini  N.B. 



N.B. 

Candidial leukoplakia 



Histopathology of candidial leukoplakia 

N.B. 



Hairy leukoplakia   

Clinical features  

Å Male predilection. Most common in 40 ï 60 years of age 

(Recent studies show higher incidences in young adults). It 

occurs on the lateral margins of the tongue often 

bilaterally. The lesions are white, sometimes corrugated 

and may be proliferative to produce a shaggy carpet like 

appearance 

Å Hairy leukoplakia is associated with Epstein-Barr  virus 

(EBV) and occurs primarily in HIV -positive individuals. 

 







Histopathology  

ÅLeukoplakia is purely a clinical 

terminology and 

histopathologically it is reported 

as epithelial dysplasia.  

ÅWHO in 2005 proposed five 

grades of epithelial dysplasia 

based on architectural 

disturbances and cytological 

atypia. 



Å Leukoplakia means ñwhite plaqueò(from Greek)  

Å The term is strictly a clinical one and does not imply a 

specific histopathologic tissue alteration. 

Å It makes the diagnosis dependent not so much on 

definable appearances but on the exclusion of other 

entities that appear as oral white lesions. 



Clinical Staging  

A clinical staging system for oral leukoplakia (OL-system) on 

the lines of TNM staging was recommended by WHO in 2005 

taking the size (L) and the histopathological features (P) of the 

lesion into consideration. 

 

Clinical Staging  
Å Lx : Size not specified.  

Å L1: Single or multiple lesions together <2 cm.  

Å L2: Single or multiple lesions together 2-4 cm.  

Å L3: Single or multiple lesions together >4 cm.  

Å Px: Epithelial dysplasia not specified. Å P0: No epithelial dysplasia.  

Å P1: Mild to moderate epithelial dysplasia.  

Å P2: Severe epithelial dysplasia.  

 

Stage I : L 1 P0.  Stage II : L2 P0.   Stage III : L3 P0 or L1/ L2 P1.   Stage IV: L3 P1 or 

Lx P2. 



HISTOLOGICAL GRADING OF 

LEUKOPLAKIA  

N.B. Leukoplakia is purely a clinical terminology and 

histopathologically it is reported as epithelial dysplasia.   

 

WHO in 2005 proposed five grades of epithelial dysplasia based 

on architectural disturbances and cytological atypia: 

 
1. Squamous Hyperplasia   

2. Mild Dysplasia ï better prognosis  

3. Moderate Dysplasia  

4. Severe Dysplasia  

5. Carcinoma in-situ ï poor prognosis. 

   

It has been recently proposed to modify the above 5-tier system 

into a binary system of óhigh riskô and ólow riskô lesions to 

improve clinical management of these lesions. 





Carcinoma in situ  



Clinical Types:  

1. Homogenous  2. Non-homogenous  

HOMOGENOUS  

Uniform white patch lesion with smooth or corrugated surface 

sometimes, slightly raised mucosa. Usually plaque like, some are 

smooth, may be wrinkled or criss-crossed by small crack or fissure.  

 

Malignant transformation ï 1 to 7%.  

 

Types ï 1. Smooth 2. Furrowed 3. Ulcerative 

 

NON-HOMOGENOUS LEUKOPLAKIA TYPES  

1. Ulcerative or Erosive  

2. Verrucous (proliferative verrucous leukoplakia) or Nodular  

3. Speckled (High malignant transformation)  

 
(Ref- WHO workshop 1994) 





Non-homogenous types  

NON-HOMOGENOUS LEUKOPLAKIA TYPES 

  

1. Ulcerative. Red ulcerative lesion (Atrophic epithelium ) with small 

white specks or nodules over it. 

 

2. Verrucous. Warty surface (white lesion with hyperplastic surface) 

or heaping up of the surface or like a nodule on an erythematous 

background. White lesion with a granular surface is associated 

with candida.  

 

3. Speckled. Mixed red and white patches on an irregular surface. 











EVOLUTION!!!  



CLINICAL FEATURES  

Å Male predilection 

Å Mostly occurs in 4th to 7th decade of life. 

Å Oral leukoplakias are found on the upper and 

lower alveolus (36%) buccal mucosa (22 %) , 

lips (11%), palate (11%), floor of mouth 

(9%), gingiva(8%), Tongue(7%), retromolar  

trigon (6%)  

 
(Ref - Oral potentially malignant disorders: Precising the definition) 

Otorhinolaryngology clinics ï An International journal may -sept. 

2009 



DIAGNOSIS 

Å A provisional diagnosis of leukoplakia is made 

when a predominantly white lesion at clinical 

examination cannot be clearly diagnosed as any 

other disease or disorder of the oral mucosa. 

  

Å A biopsy is mandatory. A definitive diagnosis is 

made when any aetiological cause other than 

tobacco use has been excluded and 

histopathology has not confirmed any other 

specific disorder. 



Differential diagnosis  

ÅWhite sponge nevus  

ÅAcute pseudomembranous 

candidiasis  

ÅLeukoedema  

ÅLichen planus (plaque type) 

ÅMorsicatio buccarum 

 



White sponge nevus (Cannon's disease) is an autosomal dominant condition 

of the oral mucosa. It is caused by a mutations in certain genes coding for 

keratin 4 or 13, localized in 12q13 and 17q21-q22 chromosomes which causes 

a defect in the normal process of keratinization of the mucosa. This results in 

lesions which are thick, white and velvety on the inside of the cheeks within 

the mouth. Usually, these lesions are present from birth or develop during 

childhood. The condition is entirely harmless, and no treatment is required 

D.D. 



D.D. 

Leukoedema is a blue, grey or white appearance of mucosae, particularly the buccal 

mucosa. It is a harmless and very common condition. Because it is so common, it has 

been argued that it may in fact represent a variation of the normal appearance rather 

than a disease, but empirical evidence suggests that leukoedema is an acquired 

condition caused by local irritation . It is found more commonly in black skinned 

people and in those who smoke.  



D.D. 



˨Φ˨. 

Lichen planus 



˨Φ˨. 

Morsicatio buccarum 


