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Neuraminidase 1 in Cardiovascular Disease
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[ Abstract] Neuraminidase ( NEU) is a group of enzymes that break down sialic acid on the cell surface. In mammals, NEU can be
divided into four types:NEU1 ,NEU2 ,NEU3 and NEU4. Among which NEU1 has the most extensive functions,and it has been proved that it

plays an important role in the occurrence and development of diseases such as nervous system disease , respiratory disease and cancer. In recent

years,the role of NEU1 in cardiovascular system has been paid more and more attention, especially in cardiovascular disease such as

atherosclerosis , ischemia reperfusion injury, heart failure and cardiomyopathy. This article reviews the role of NEU1 in cardiovascular disease.
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