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[ Abstract)

and vascular function damage, and vascular smooth muscle cell (VSMC) play an import role in the occurrence and development

Cardiovascular disease is one of common diseases that may endanger people’s heatlth, it can cause heart

of cardiovascular disease, whereas autophagy play an import role in the growth and differentiation of VSMC. This paper reviewed
the progress on relationship between VSMC autophagy and cardiovascular disease and relevant pharmacological intervention, in
order to provide references for the researches about pathogenesis and pathology of cardiovascular disease and the development of
new drugs.
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