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Research progress in the inhibition of arterial calcification by hydrogen sulfide

HUANG Yan ,LIANG Qivhua®
( School of Clinical Medicine , Jining Medical University , Jining 272013, China;
Affiliated Hospital of Jining Medical University , Jining 272029 , China))

Abstract ; Arterial calcification is a disease that leads to arteriosclerosis and dysfunction that may cause
adverse cardiovascular events. It is common in aging, chronic kidney disease, diabetes and so on. Hydrogen
sulfide is a kind of gas signal molecule which can not only cause poisoning but also anti-inflammatory , anti-
oxidation and anti-apoptosis. In recent years, it has been found that hydrogen sulfide can inhibit arterial calci-
fication through a variety of mechanisms. This article reviews the mechanism of hydrogen sulfide inhibiting

arterial calcification in recent years in order to provide new ideas for the treatment of arterial calcification.
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