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Oral lichen planus (OLP) is a chronic inflammatory dermatosis of unknown etiology that often involves 
the mucous membranes. Most of the non-ulcerative type of OLP improved with topical and systemic 
medications and recurrence is common. Here, a 52-year-old male presented with a 10-year history of 
persistent, gray-white oral mucosal discoloration and discomfort that had not improved after empiric 
treatment with topical triamcinolone acetonide. Histopathologic examination confirmed the diagnosis of 
OLP. Treatments were given with intralesional triamcinolone acetonide, oral paste and even systemic 
steroids, but little improvement was noted. Finally, patient was cured by surgical excision. There was no 
relapse after 2 years follow up. 
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INTRODUCTION 
 
Oral lichen planus (OLP) is a chronic inflammatory 
condition characterized by mucosal lesions of varying 
appearance and severity (Setterfield et al., 2000). It 
affects 1 to 2% of the general adult population (Sousa 
and Rosa, 2008); the reported prevalence rates in Indian 
population are 2.6% (Murti et al., 1986). OLP has been 
reported to be more frequent in females (Ingafou et al., 
2006; Pakfetrat et al., 2009; Eisen, 2002; Chainani-Wu et 
al., 2001) and occurs more predominantly in Asians (Alam 
and Hamburger, 2001; Laeijendecker et al., 2005).

 

The clinical presentation of OLP ranges from mild 
painless white keratotic lesions to painful erosions and 
ulcerations (Scully and Carrozzo, 2008). OLP is classified 
into reticular, erosive, atrophic, and bullous types 
(Greenberg and Glick, 2003). The reticular form is the 
most common type and is presented as papules and 
plaques with interlacing white keratotic lines (Wickham 
striae) with an erythematous border. The striae are 
typically located bilaterally on the buccal mucosa, 
mucobuccal fold, gingiva, and less commonly, the tongue, 
palate, and lips (Edwards and Kelsch, 2002). The reticular 
type has been reported to occur significantly more often in  
 
 
 
*Corresponding author. E-mail: dr_cosmoderma@yahoo.com. 

men as compared to women (Chainani-Wu et al., 2001) 
and is usually asymptomatic. Erosive, atrophic, or bullous 
type lesions cause burning sensation and pain. 

OLP affects primarily middle-aged adults and is rare in 
children (Laeijendecker et al., 2003; Patel et al., 2005). 
There are few reports of childhood OLP in children in the 
literature (Pakfetrat et al., 2009; Alam and Hamburger, 
2001). Alam and Hamburger (2001) describe a rare case 
involving a 7-year-old child affected with OLP who was 
successfully treated with topical application of 
corticosteroid cream and plaque control regime. 
 
 
CASE REPORT 
 
A married male of 52-year-old came to the Community Based 
Medical College Hospital, Mymensingh, in January 2008, with a 10-
year history of persistent gray-white oral mucosal ulceration that 
caused discomfort and fear of cancer. He had been previously 
treated with a 5-week course of triamcinolone acetonide orabase 
cream, intralesional triamcinolone and systemic prednisolone, but 
the improvement was not satisfactory. He also visited many doctors 
for the remedy and took oral antibiotics and antifungal. Although, 
some improvement were noted from systemic and local steroids, but 
it reappears. There were no associated skin and nail changes 
found. He has no history of exposure other than his wife. The 
patient had no other medical or dental problems and was  otherwise 
Healthy  without   any   systemic  complaints. There  was  no  family 
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Figure 1. Lesion on right oral buccal mucosa. 
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Figure 2. Histological features of the lesion. 

 
 
 
history of any skin or dental disorders. Although, the patient had 
lived in village; he did not experience blistering and had no history 
of skin cancer. The patient is non-smoker and does not have the 

habit of betel leaf chewing.  
A persistent gray-white oral mucosal ulceration was present on 

the inner surface of the right check. The tongue, gingivae, other 
mucosal areas and nails appeared normal. Total body cutaneous 
examination including hairs reveals no abnormality. There was no 
lymphadenopathy. 

A complete blood count, comprehensive metabolic panel, hepatic 
function panel, and thyroid function panel were normal. Hepatitis B 

virus, hepatitis C virus, antinuclear antibody, and rheumatoid factor 
were negative. Mucosal biopsy for histopathology reveals positive 
finding for OLP (Figures 1 and 2).  

 
 
 
 

Topical steroid, systemic steroid, hydroxychloroquine and even 
intralesional steroid were given to the patient, but the result was not 
even satisfactory. Finally, we decided to excise the lesion and follow 
the case for future out come. After 2 years follow up, we did not find 
any recurrence. 

 
 
DISCUSSION 

 
OLP may involve any part of the mouth. Buccal mucosa is 
involved in 90% of the cases and the gingival in more 
than 50%. 15% of OLP will also have skin lesions. Exact 
cause is not yet known. A growing body of evidence 
supports an immunopathologic mechanism that involves 
dysregulation of cellular immunity. Postulated initiating 
events that may trigger OLP include infection, trauma, 
systemic medication, and contact sensitivity; however, 
evidence proving a causal relationship is lacking (Lodi et 
al., 2005; Ichimura et al., 2006; Carrozzo et al., 2004; 
Yamamoto and Osaki, 1995; Mazzarella et al., 2006). 
OLP has a prevalence rate reported between 0.1 and 4%. 
It most commonly affects patients of ages 30 to 60 years 
and is found more frequently in women. While OLP is 
frequently observed in patients with cutaneous lichen 
planus, it may be the only finding in approximately 25%. 
The reticulate clinical presentation displaying the 
characteristic Wickham's striae is the most common; 
however, numerous clinical forms may be observed in 
isolation or in combination (e.g. atrophic, erosive, bullous, 
papular, pigmented, and plaque-like). Diagnosis may be 
made using clinical features alone or may require clinico-
pathologic correlation for atypical presentations or to rule 
out malignant conditions (Eisen et al., 2005; Silverman et 
al., 1985; Xue et al., 2005; Ingafou et al., 2006). 
Differential diagnosis includes oral lichenoid reactions and 
other white or gray-colored oral lesions (Al-Hashimi et al., 
2007). Oral lichenoid contact lesions most commonly 
result from dental amalgams used in restorative 
procedures (Laeijendecker et al., 2004). Oral lichenoid 
drug reactions can be caused by hypoglycemic agents, 
non-steroidal anti-inflammatory agents and less frequently 
penicillamine or gold salts. Actinic cheilitis typically occurs 
in older patients and is accompanied by additional 
manifestations of dermatoheliosis (Al-Hashimi et al., 
2007; Juneja et al., 2006). Histopathology features 
include basal keratinocyte apoptosis and a lichenoid 
interface lymphocytic reaction. This pattern also can 
appear in other oral lichenoid reactions, erythema 
multiforme, discoid lupus erythematosus and graft-versus-
host-disease (Al-Hashimi et al., 2007; Laeijendecker et 
al., 2004; Thornhill et al., 2006). Annual monitoring via 
clinical examination and/or histopathologic analysis is 
recommended for potential malignant transformation, 
which can occur with chronic inflammation (Juneja et al., 
2006; Lodi et al., 2005; van der Meij et al., 2007; 
Laeijendecker et al., 2005; Mignogna et al., 2004; 
Bascones et al., 2005). Development of oral squamous-
cell carcinoma in OLP has been reported at a  rate  of  0.2  



 
 
 
 
to 0.5% and occur more often in the erosive or bullous 
forms. Additionally, patients should avoid possible 
mutagens such as tobacco and alcohol (Montebugnoli et 
al., 2006; Maraki et al., 2006; Mattila et al., 2007). Routine 
screening for hepatitis C virus (HCV) is controversial. 
OLP and HCV have been frequently associated in 
anecdotal reports. However, a causative role for HCV has 
not been demonstrated in prospective studies. Testing for 
HCV in a patient with OLP would be considered 
reasonable (Buajeeb et al., 2007; Lodi et al., 2004). 
Management of non-ulcerative OLP typically involves 
medical modalities, which include topical or intralesional 
glucocorticoids, topical calcineurin inhibitors, topical or 
oral retinoids, hydroxychloroquine, and phototherapy (Al-
Hashimi et al., 2007; Laeijendecker et al., 2005).
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