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The formation mechanism of venous thromboembolism (VTE) and the current status of its prevention
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[ Abstract] Venous thromboembolism (VTE), including deep vein thrombosis (DVT) and pulmonary embolism (PE),
is a highly prevalent and lethal thrombotic disease. Its pathogenesis involves abnormalities in blood components,
endothelial damage, inflammatory-immune activation, and genetic susceptibility, with multiple factors interacting to lead
to coagulation-fibrinolytic imbalance. Current prevention strategies are based on risk assessment, with mechanical and
pharmacological interventions at the core. Future research will focus on developing multidimensional risk prediction
models and precise stratified interventions to reduce the burden of VTE.
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