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Introduction & Review of Literature 

Lichen planus (LP) is a common mucocutaneous inflammatory disorder, 

occurs at sites of stratified squamous epithelia. LP affects 0.5–2% of the 

population, with notable variation by geography and diagnostic criteria 

(Bethanee and Schlosser, 2010). 

It was first described clinically by the British physician, Erasmus 

Wilson, in (1896) and histologically by Dubreuilh in (1906). The frequency 

varies on the basis of the population studied, with a particularly high rate of 

disease noted on the Indian subcontinent.  

LP is a disease of middle-aged people, although childhood-onset has 

also been well described. It is more frequently seen in females more than 

males in a ratio of 3:2 (Bermejo et al., 2006). LP is a self-limited condition 

that, according to one epidemiologic study, may resolve after1 month to 7 

years.  A range of topical and systemic medications have been shown to 

improve the symptoms associated with LP and to hasten its resolution 

(Lehman et al., 2009). 

Patients with oral lichen planus (OLP) may develop lesions that affect 

the skin, skin appendages, or other mucosa (Scully and Carrozzo, 2008). 

Typically, the lesions that affect the skin are seen on the flexor surfaces of the 

forearms and are erythematous to violaceous, flat-topped, pruritic, polygonal 

papules that have a network of fine lines (Wickham‟s striae) on the surface, 

and develop within several months of the appearance of oral lichen planus 

(OLP) (Scully and Carrozzo, 2008). 

Hypertrophic LP is marked by the development of hyperkeratotic, flat-

topped plaques, typically affecting the anterior lower legs. Findings of 

bullous LP include vesicles and bullae, thus necessitating that other 


