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cerebrovascular Diseases ,Nanning 530021 , Guangxi , China)

[ Abstract ] Cardiovascular disease is a major disease that affects human life span. In recent years,with the development of scientific

research, the molecular level of this disease has been further understood, and some studies have shown that pseudogenes are involved.

Pseudogenes are non-coding genes that are highly homologous with the parent genes. It has been called a “junk gene” because it has no

protein-coding function,and its high homology with its parents makes it difficult to identify. With the continuous development of sequencing

technology , the identification technology of pseudogenes has gradually become mature. Studies have shown that pseudogenes are closely

related to the occurrence and development of cardiovascular diseases. This article reviews the definition, identification and function of

pseudogenes and their role in cardiovascular disease to deepen the understanding of cardiovascular disease researchers in this field.

[ Key words ] Cardiovascular disease; Pseudogenes; Non-coding genes
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