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Abstract 
 

Background: Chronic inflammation was found to play an 

important role in the development of cardiovascular risk factors.  

Homocysteine and fibrinogen have been identified as major independent 

risk factors for cardiovascular disease. Lichen planus is assumed to be 

closely related to dyslipidemia. Several cytokines involved in lichen 

planus pathogenesis, could explain its association with metabolic 

syndrome and dyslipidemia, as chronic inflammation has been suggested 

as a component of the metabolic syndrome.  

Objective: The aim of the present study is to detect cardiovascular 

risk factors in a sample of Egyptian patients with lichen planus. 

Patients and methods: This study was done on 40 patients of 

lichen planus and 40 healthy controls. All patients and controls were 

subjected to clinical examination. Serum levels of homocysteine, 

fibrinogen and CRP were measured by ELISA technique. Metabolic 

syndrome parameters including anthropometric measures, lipid profiles, 

blood sugar and blood pressure were studied. 

Results: Patients with lichen planus showed significant 

association with metabolic syndrome parameters including lipid profile 

derangements than controls. Serum homocysteine, fibrinogen and CRP 

were significantly higher in lichen planus patients than controls. Serum 

homocysteine correlated with serum CRP and serum fibrinogen. However 

there was no correlation between serum levels of homocysteine and 

fibrinogen with metabolic syndrome criteria and related disorders.    
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In conclusion: Patients with lichen planus are at increased risk of 

metabolic and cardiovascular complications.  

Key words:  

Lichen planus, homocysteine, fibrinogen, metabolic syndrome. 
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INTRODUCTION 

Lichen Planus is a mucocutaneous inflammatory disease, involvement of 

the oral mucosa or genital mucosa in severe cases may be debilitating. 

Involvement of the scalp and nails may also occur. Lichen Planus is 

characterized by a band-like inflammatory infiltrate enriched in CD4-positive 

cells, vaculating degeneration of the basal epithelial layer and the presence of 

acidophilic bodies that may represent apoptotic kertinocytes (Arrieta et al., 

2000). Its aetiology is unknown and may be caused by a cell-mediated 

immunological response that auto reactive   cytotoxic T lymphocytes are the 

effector cells which cause degeneration and destruction of kertinocytes (Iijima 

et al., 2003). 

Coronary artery Disease is the major cause of mortality and morbidity 

worldwide. The most common cause of an acute myocardial infarction (AMI) is 

atherosclerotic coronary artery disease (CAD) with erosion or rupture of a 

plaque causing transient, partial or complete arterial occlusion. Heart cannot 

continue to function without adequate blood flow, and if it is severely 

compromised, death is inevitable. Several risk factors for coronary heart disease 

have been well documented, including hypertension, hyperlipidemia, diabetes, a 

positive family history, smoking, obesity and inactivity (Jonasson et al., 2005) 

Plasma fibrinogen is an important component of the coagulation cascade, as 

well as a major determinant of blood viscosity and blood flow. Increasing 

evidence from epidemiological studies suggests that elevated plasma fibrinogen 

levels are associated with an increased risk of cardiovascular disorders 

including ischemic heart disease (IHD), stroke and other thromboembolism. 

This increase in plasma fibrinogen levels may promote a prothrombotic or 

hypercoagulable state, and may in part explain the risk of stroke and 


