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Abstract

Thrombus is one of the common complications in nephrotic syndrome (NS), especially in patients with idiopathic nephropathy
(IMN). The formation of thrombus seriously affects the prognosis of the disease. Current studies have shown that the mechanism
of thrombosis is intricate, and the formation of thrombosis is closely related to the state of blood, the damaged vascular endothelial
cells and the immune system. At present, the common method to prevent blood clots is prophylactic anticoagulant therapy, but
anticoagulant will have the risk of bleeding. The prognosis of patients with thrombosis is poor, and if bleeding occurs during
anticoagulation, the risk of death will be greatly increased. Selenium is involved in many physiological processes in the body in the
form of selenoprotein. It has been shown that blood selenium is closely related to the formation of thrombosis, so it is very necessary
to study the relationship between blood selenium and thrombosis. This paper reviews the mechanism of thrombosis and the effect of
blood selenium on thrombosis.
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