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Hydrogen Sulfide Reverses Human Umbilical Vein Endothelial Cells Senescence Induced by
Hydrogen Peroxide

NIU Hai-Ming, SONG Zhi-Ming, PENG Pei, LIU Yong, HAO Bao-Shun, ZHU Jie-Ming, CHEN Lin,
QIAN Xiao-Xian*
(Department of Cardiology, The Third Affiliated Hospital, Sun Yat-sun University, Guangzhou 510630, China)

Abstract: [Objective] To investigate the effect of hydrogen sulfide (H,S) on human umbilical vein endothelial cells (HUVEC)
senescence established by hydrogen peroxide (H,0,). [Methods] The senescence was established by H,0,and the effects of NaHS on
the senescence was investigated. [ Results ]Compared with the control group, after treated with 60 pmol/L H,0,, the number of SA B-
gal positive cells and the expression of PAI-1 significantly increased. Meantime, MDA concentration increased but the expression of
SOD1 decreased in the senescent cells. However, after pretreatment of NaHS, the ratio of SA B-gal positive cells, the expression of
PAI-1 and the MDA concentration decreased significantly, but the expression of SOD1 increased. [Conclusion] NaHS could reverse
HUVEC senescence induced by H,0,. The anti-peroxide effects of NaHS appears to be particular importance.
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Fig.8 Effect of NaHS pretreatment on the senescence of HUVEC detected by SA 3—gal staining
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