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Role of Immune/Inflammatory Response in Coronary Heart
Disease of Lupus Patients
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University, The Third People’s Hospital of Chengdu, Chengdu 610031, Sichuan, China)

[ Abstract] Coronary heart disease is the main cause of death in patients with systemic lupus erythematosus ( SLE) , and immune/

inflammatory dysregulation characteristic of SLE increases the risk of atherosclerotic disease and vascular injury. Impaired vascular endothelial

and atheroprotective mechanisms mediated by immune/inflammatory are central to atherosclerotic heart disease. This paper will review

epidemiology and discuss the role of immune/inflammatory in the pathogenesis of coronary heart disease in SLE patients.
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