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[ Abstract]

sCD40L is one kind of transmembrane glycoproteins, belongs to tumor necrosis factor family, comes from

proteolytic enzyme — induced cracking of mCD40L, mainly performs as tripolymer. Recent research found that, sCD40L can

increase the risk of atherosclerosis,

is closely correlated with cardiac — cerebral vascular disease. This paper reviewed the

correlations of sCD40L with atherosclerosis, cardiovascular disease and cerebrovascular disease, in order to provide new clew for

the prevention and treatment of cardiac — cerebral vascular disease.
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