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Abstract Objective
Methods Human umbilical veins endothelial cells (HUVECs) were cultured, and left untreated or challenged for 24h with 100 wmol/L

ADMA in the absence and presence of 20pumol/L quercetin, the PERK and IRE1 was determined by Western blot. ATF4 and CHOP mR-

To study the effect of quercetin on ADMA induced endoplasmic reticulum stress responses ( ER stress).

NA was detected by RT — PCR. Cells apoptosis was detected by flow cytometry. Results ADMA induced HUVECs apoptosis. Quercetin
inhibited ADMA - induced PERK and IRE1 protein expression and ATF4 and CHOP mRNA expression. At last, Quercetin inhibited AD-
MA - induced cells apoptosis. Conclusion ADMA induced ER stress and HUVECs apotosis while quercetin inhibited ADMA - induced

ER stress and apoptosis.
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