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Summary Systemic lupus erythematosus (SLE) is an autoimmune inflammatory connective tissue disease in-
volving multiple organs. In the past 20 years,the all-cause mortality of SLE has been decreasing continuously and
cardiovascular diseases have become the most important cause of death. Among that, SLE complicate with coronary
heart diseases (CHD) is a major form with an earlier onset, more severe coronary lesions,and high mortality rate.

Active control of risk factors,drug therapy,and revascularization are effective treatments to reduce the mortality
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