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Summary Multiple myeloma(MM) is a malignant tumor with abnormal proliferation of plasma cells, which

is one of the hematologic malignancies with high risk of venous thromboembolism(VTE). The disorder of coagu-
lation and fibrinolysis system, increased secretion of inflammatory factors, platelet hyperactivation, injury of en-
dothelial cells and other mechanisms are involved in the formation of MM hypercoagulant state. The use of immu-
nomodulatory drugs further increased the incidence of VTE in MM patients. The recommendations proposed by
the International Myeloma Working Group(IMWG) remain controversial due to its poor predictive ability and pre-

vention effect. In this article, the pathogenesis and prevention of MM with VTE are reviewed based on recent re-

search progress in China and abroad.
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