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With the extension of human life and the increase of the incidence of atherosclerosis, senile degenerative

valvular disease (SDVD) are increasingly common, which has become one of the most important reasons of heart failure,

arrhythmia, syncope and sudden death in the elderly.

tion, and the most common valvular heart disease in the elderly.

nosis.

esis and treatment .
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SDVD valve is characterized by a large number of calcium deposi—

The disease usually has a slow progress and a good prog—

This article mainly focuses on Senile degenerative valve disease of epidemiology, risk factors, pathology, pathogen—
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