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Bilirubin and Cardiovascular Disease
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[ Abstract] Cardiovascular disease( CVD) is the leading cause of death worldwide. Bilirubin, as a metabolic product of hemoglobin , has
traditionally been regarded as hepatotoxic. However, recent studies have found that bilirubin at physiological and mildly elevated
concentrations exerts cardiovascular protective effects through pathways such as signal transduction regulation and metabolic immune
modulation. Higher serum bilirubin levels are associated with a reduced risk and slower progression of CVD,including atherosclerosis , coronary
heart disease,heart failure,and hypertension. The latest data on the switch of bilirubin from an old biomarker of liver toxicity to a protective
factor of the cardiovascular system are systematically reviewed in this article. Its dual role in pathophysiology and therapeutic potential for CVD
are discussed,in order to provide a new viewpoint on the management of prevention,diagnosis,and treatment of CVD.
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