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Abstract : Deep Vein Thrombosis

Surapruk P*

Deep vein thrombosis is an episode of thrombophilia or a sequelae of the pathology precipi-
tated from acquired risk factors that induced hypercoagulabie events which associated to deficiency
of natural anticoagulants and the mutation of clotting factors. Due to its reliability, painless and lack
of complication, a non-invasive method is widely used for detecting DVT. The D-dimer test is a
helpful diagnostic tool and is used for a follow up of recurrent venous thrombosis. Though the
prevalence of DVT is higher in the whites than asian populations, trend of DVT in Thailand in the
last ten years is increasing, probably because of changing in food habit. Since the complication of
DVT is a chonic illness that cause a lot of expense and a sudden death, the preventive medicine

should be recommended.

Key word : Deep vein thrombosis, DVT
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