What is the pathophysiology of DVT (Deep vein thrombosis)?

Deep vein thrombosis often will occur in the lower extremities.  Three factors will promote venous thrombosis formation:  (1) venous stasis, (2) venous endothelial damage, (3) hypercoagulable states.  Accumulation of clotting factors and platelets leads to thrombosis formation, often near a venous valve.  Inflammation around the thrombosis will lead to the accumulation of more platelets and the thrombus propagates proximally.  If the thrombus causes enough obstruction to the venous flow, increased pressure in the vein behind the clot will lead to edema of the extremity.

A thrombus develops as a result of slowed blood flow in the venous bloodstream and is associated with platelet aggregation.  After several days and after development of a secondary reaction in the wall of the thromboses vein, a sudden proximal extension may protrude from the end of the original organizing thrombus.  Emboli may develop at this time from the proximal extension, or the new clot may stick and become organized.  Emboli may be small or large and they tend to lodge in the vessels of the pulmonary circulation.  Collateral circulation compensates only partially and venous pressure increases in the veins distal to the thrombosis.  The increased pressure results in distention of all veins and even venules of the limb.  The increased pressure in the venules and capillaries causes intense congestion of these areas.  Pressure changes inhibit normal reabsorpiton of fluid and electrolytes from the tissues in the venous end of capillaries.  Edema of the affected limb then develops.
References:

Brashers, V.L. (2007).  Alterations of cardiovascular function.  From McCance K.L, Huether, S.E. (2007).  Pathophysiology:  The Basis for Disease in Adults and Children, pp. 1099-1100. 
Bullock, B.L. (2000).  Altered circulatory function.  In Bullock, B.A., Henze, R.L. (2000).  Focus on Pathophysiology, pp. 444-445.

