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[ Abstract]  Endothelial cell senescence is closely related to chronic cardiovascular diseases. The increase of reactive
oxygen species (ROS) and the decrease of nitric oxide (NO) can lead to endothelial cell damage, and then promote the process of
endothelial cell senescence. Sodium glucose cotransporter 2 (SGLT2) inhibitors may be one of the most promising drugs for the
treatment of aging related diseases in recent years. Based on the analysis and summary of relevant literature, it is found that the
main mechanism of SGLT2 inhibitor against endothelial cell senescence is to balance NO and reduce oxidative stress. The signal
pathways involved may include PI3K/Akt/eNOS, AMPK/Aki/eNOS, AMPK, SIRT1, insulin-like growth factor 1 (IGF-1) , mTOR,
Akt/FOXO, insulin/IGF-1/FOXO, etc., which will provide new therapeutic targets for chronic cardiovascular diseases.

[ Key words]  Cardiovascular diseases; Endothelial cell; Cellular senescence; Sodium—glucose transporter 2 inhibitors;

Oxidative stress; Nitric oxide; Review
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