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ABSTRACT  

Aim:  Leukoplakia is a common premalignant lesion associated with the use of tobacco. This study was carried 

out to determine the prevalence of leukoplakia in a defined population. 

Material & methods: In this study 300 patients were included who reported to the outpatient dental 

department of Nalanda Medical College and hospital. The age sex and prevalence of leukoplakia was assessed in 

these patients. 

Results: The study revealed a prevalence of 2% in the defined group of populations. 

Conclusion: A high prevalence of leukoplakia needs a closer follow up of these patients and a generalised 

screening for all the patients reporting to the dental department. 
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INTRODUCTION 

Oral leukoplakia is a predominantly white lesion of 

the oral mucosa that cannot be characterised as any 

other definable lesion1.This is a clinical term that 

can be used only if other white lesions have been 

ruled out. The epidemiological data associated with 

oral leukoplakia are variable. The prevalence in the 

general population varies from less than 1 to more 

than 5 percent 2, 3,4,5,6. The rate of malignant 

transformation varies from almost 0 percent 

to about 20 percent in one to thirty years7, 8, 9. It was 

first mentioned in literature in 1969.10 Tobacco use 

has been identified as the most important 

etiological agent for leukoplakia.11 The use of 

alcohol is also an important etiological factor.1 OL is 

classified in two main types: homogeneous type 

which appears as a flat white lesion and non-

.homogeneous type which includes speckled, 

nodular and verrucous leukoplakia 11. The 

homogeneous leukoplakia is a uniform, thin white 

area altering or not with normal mucosa. The 

speckled type is a white and red lesion, with a 

predominantly white surface11. Verrucous 

leukoplakia has an elevated, proliferative or 

corrugated surface appearance. The nodular type 

has small polypoid outgrowths, rounded 

predominantly white excrescences11. 

MATERIAL AND METHODS 

The present study was carried out to estimate the 

prevalence of leukoplakia in the population. Ethical 

clearance was obtained by the institutional review 

board and informed consent was obtained from all 

the patients. A simple random sampling was done in 

the patients reporting to the department of oral 

medicine and radiology for a period of four months. 

All the relevant data pertaining to the use of habit 

and its frequency, type, duration were obtained. The 

criteria to diagnose leukoplakia were clinical 

assessment of the lesion. Since leukoplakia is a 

clinical term and histological confirmation is not 

required for its diagnosis so biopsy was not 

mandatory for diagnosis in this study.  

Statistical analysis: 

The results obtained were entered in Microsoft 

Excel sheet and analyzed using SPSS version 21. 
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Descriptive statistics were used to formulate the 

results.  

 

Graph I showing prevalence of Leukoplakia in 

defined population 

RESULTS 

In the present study the prevalence of leukoplakia 

was studied in a population of 300 patients. The 

prevalence (Graph I) found was 2%. All the patients 

gave a history of use of tobacco consumption in 

different forms. The study sample who presented 

with leukoplaia had only one female patient 

showing a male preponderance. All the patients 

were above the age of 40 years. 

DISCUSSION 

Many studies have been carried out to determine 

the epidemiology of leukoplakia in different 

populations .In the present study out of the 300 

patients included in the study 6 patients were 

reported to have leukoplakia (graph I). In a Swedish 

study, Axell (1976) reported a prevalence of 3.6%, 

while in Hungary, the prevalence of leukoplakia 

varied between 0.6 and 3.6% of the adult 

population, as reported by Banoczy and Sugar10. In a 

10-year population-based study, more than 30,000 

individuals 15 years of age or older were studied by 

Gupta et al in 198012. These individuals were from 

three areas of India, with an average of 10,000 

individuals forming random samples from these 

three separate communities. They were followed 

annually and examined in a house-to-house survey 

manner. The annual incidence per 1000 men ranged 

from 1.1 to 2.4, while in women in the same 

geographical areas the incidence ranged from 0.2 to 

0.03. Where reverse smoking was practiced, the 

incidence of white patches on the palate was 6.3 per 

1000 men and 11.2 among women. Of greatest 

importance in this particular study was that tobacco 

use in one form or another was the most common 

variable relative to the development of leukoplakia.  

The gender distribution of leukoplakia varies 

widely from one survey to another. In the present 

study the prevalence was seen more in male 

population. Out of 6 patients only one was a female. 

This can be attributed to the use of tobacco more 

commonly in male population. Few studies have 

also reported a female preponderance. Such 

differences in distribution have been attributed to 

variability in tobacco habits (Reed-Petersen et al, 

1972). In a study in the United States, Waldron and 

Shafer (1975) demonstrated an increased frequency 

of leukoplakia in women between 1961 and 1975, 

with the suggestion that this increased frequency 

may reflect changes in smoking habits during the 

period of observation. All the patients in the present 

study were above 40 years of age. This was similar 

to another study done by Napier et al were all the 

patients were of older age group. 

The greatest emphasis has been directed toward 

tobacco as the major etiologic agent in the 

development of leukoplakia (Pindborg et al, 1977, 

1980). In the present study a similar conclusion 

regarding the association with the use of tobacco 

was obtained. All the patients gave a positive 

history of use of tobacco. Diagnosis of leukoplakia is 

done clinically but brush biopsy, toludine blue 

staining, chemiluminescence and be carried out as 

adjunctive diagnostic methods. The most important 

parameter in treatment of leukoplakia is cessation 

of tobacco and alcohal habit if present. Intervention 

of leukoplakia depends on the site, size, and extent 

and associated dysplastic changes and is best left to 

the treating clinicians. 

Limitations 

The limitation of the present study was a small 

sample. This study can be carried out in larger 

sample to substantiate the results. Also, there may 

be a selection bias in the present study as 

histological confirmation was not carried out. 

Therefore, further research is required to overcome 

the foresaid flaws. 

CONCLUSION 

The present study demonstrated that the 

prevalence of leukoplakia is 2% in the defined 
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population. It is associated with the use of tobacco 

consumption in different forms. 
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