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[ Abstract ] Recently, researchers have been increasingly finding coagulation disorders are commonly the first sign
of malignancy. It has now been established that cancer development leads to an increased risk of thrombosis, and conversely,
excessive activation of blood coagulation profoundly influences cancer progression. In patients with lung cancer, a sustained
stimulation of blood coagulation takes place. Cancer cells trigger coagulation through expression of tissue factor, and affect
coagulation through expression of thrombin, release of microparticles that augment coagulation and so on. Coagulation also
facilitates tumour progression through release of platelet granule contents, inhibition of natural killer cells and recruitment of
macrophages. Non-small cell lung cancer (NSCLC) accounts for about 80%-85% of all lung malignancies. In the present re-

view, we summarized the newly updated data about the physiopathological mechanisms of various components of the clotting

system in different stages of carcinogenesis in NSCLC.
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