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Endothelial Injury and Protective Effect of Aspirin

YANG Tianlun
( Department of Cardiology , Xiangya Hospital of Centre-south University, Changsha 410008, Hunan, China)

[ Abstract ] Vascular endothelial cells, except as a barrier between the blood and interstitial tissue, can secrete a variety of bioactive
substances to maintain the balance between vascular relaxation and contraction factors. As well as regulate platelet function, clearance and fi-
brinolysis of coagulation factor, which can also regulate vascular smooth muscle growth and inflammatory and immune responses. Once the
vascular endothelial injury occurred causing endothelial dysfunction due to one or more risk factors, it will result in a series of pathological
and physiological reactions, vascular remodeling and plaque formation, so endothelial injury is the initiating factor and key link of atheroscle-
rosis. The prevention of an atherosclerosis event should be initiated at the time of the endothelial injury occurrence. A number of studies have
confirmed that the classic antiplatelet drug aspirin possesses significant endothelial protection, which can significantly improve the endotheli-
um dependent vascular relaxation function. In this article, we will offer a brief overview of endothelial injury and the protective effect of aspi-
rin, thereby strengthening understanding of endothelial injury, providing intervention as soon as possible in the development of cardiovascular
disease to delay the disease progression to the full extent.
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Warfarin-related Ephropathy

WANG Pengju, CHEN Mao
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[ Abstract ] Warfarin-related nephropathy is not a rare complication during treatment with warfarin. Although the concept has been pro-

posed for 15 years, the etiology is still not clear. Correspondingly there is lack of diagnostic criteria characterized by well sensitivity and spe-

cificity in clinical practice. The present study reviews the etiology, clinical manifestation, risk factors and prognosis of warfarin-related ne-

phropathy.
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