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ABSTRACT: Diabetes mellitus (DM) has become a common disease worldwide with a higher incidence of complications. Vascular
disease is one of the most sever complication of DM. Diabetic nephropathy (DN) is a common complication which is closely related to
the thrombus formation of microvascular system. The progression of diabetic nephropathy is accompanied with dysfunction of
procoagulant and anticoagulant factors in vivo and simultaneously activated the immune system which could lead to the inflammation.
Inflammatory cytokines will be released during the inflammatory response and damage the endothelial cell that decreased anticoagulant
activity. Moreover, the increased procoagulant factor Xa and microparticles will enhance the clotting activity. The imbalance of
plasminogen activator inhibitor (PAI-1) and tissue-type plasminogen activator (tPA) can cause disorders of fibrinolytic system. These
three aspects caused a hypercoagulable state in patients with DN and promote the deterioration of renal function, finally, resulting in
reduced glomerular filtration rate, mesangial matrix increase, and eventually the glomerulosclerosis and end-stage renal disease. In this
study, we will make a review about the mechanism of coagulopathy in diabetic nephropathy.
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