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INTRODUCTION 

 

 1 

IINNTTRROODDUUCCTTIIOONN  

      Lichen planus is a chronic, immunological, mucocutaneous 

disease, characterized by periods of remission and relapse 

Sahebjamee M & Arbabi-Kalati F. 2005). Oral lichen planus (OLP) is 

one of the most common mucocutaneous diseases manifesting in the 

oral cavity, and the oral mucosa may be the only site of involvement 

(Lehman JS, et al. 2009). 

        Lichen planus is worldwide in distribution, with variable 

incidence between 0.5% and 4% (Silverman S, et al. 1991). There are 

many published reports from the middle-east that evaluated various 

aspects of lichen planus. However, studies concerned with the 

clinical and epidemiological pattern are few (Anbar TE et al. 2005). 

      Lesions of OLP usually have recognizable and distinctive 

clinical features. Three major clinical forms of OLP (reticular, 

erosive/ ulcerative, and erythematous/atrophic) have been 

recognized, which could alternate and overlap in a dynamic state as 

disease progresses. Ulceration is the most severe form and always 

painful in that it interferes with eating, speech, and swallowing. 

Erosive OLP lasts for years, sometimes resistance to treatment and 

spontaneous remissions are rare (Eisen D. 2002; Eisen D et al. 2005). 

      Oral lichen planus is a T-cell-mediated chronic inflammatory 

oral mucosal disease. T-cell accumulation in the superficial lamina 

propria, basement membrane disruption, intra-epithelial T-cell 

http://www.ncbi.nlm.nih.gov/pubmed?term=%22Lehman%20JS%22%5BAuthor%5D
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