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[Abstract] Deep venous thrombosis (DVT) has become one of the important diseases threatening human life and health due
to its high incidence and mortality rates. The three generally recognized major risk factors for thrombosis are blood flow stasis,
vascular wall injury, and hypercoagulability. However, the specific cellular mechanisms remain incompletely understood. In recent
years, with the in-depth study of the pathogenesis of DVT, accumulating evidence has demonstrated that dysfunctional peripheral
blood cells play an indispensable role in its pathogenesis. This review summarizes the impacts of neutrophils, monocytes,
lymphocytes, platelets, and red blood cells in peripheral blood on the occurrence and development of DVT), and explores the potential
mechanisms of these impacts, aiming to provide new non-anticoagulation targets for the prevention and treatment of DVT.
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