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[Abstract] Objective To explore the effect and mechanism of kaempferol in reducing oxidative stress
and apoptosis of human glomerular endothelial cells (HRGEC) under high glucose conditions. Methods Cul-
tivate HRGEC and divide into groups,the control group is treated with normal medium, the high-sugar group
is treated with high-sugar medium,and the kaempferol group is treated with high-sugar medium containing 50
pmol/L kaempferol. Detection of oxidative stress product malondialdehyde (MDA) ,total antioxidant capacity
(T-AOC) content,apoptosis rate,gene nuclear factor-E2 related factor 2 (Nrf2),heme oxygenase-1 (HO- 1)
The expression levels of mammalian target of rapamycin (mTOR) , cysteine-containing aspartate proteolytic
enzyme-3 (caspase-3),and AMP-activated protein kinase ( AMPK). Results The MDA content, apoptosis
rate,and caspase-3 expression in the high glucose group were higher than those in the control group,and the
T-AOC content and the expression levels of Nrf2, HO-1,mTOR,and p-AMPK were lower than those in the
control group (P<C0. 05),the content of MDA, apoptotic rate and the expression of caspase-3 in kaempferol
group were lower than those in high glucose group,the content of T-AOC and the expression of Nrf2, HO-1,
mTOR and p-AMPK were higher than those in the high glucose group (P <C0. 05). Conclusion Kaempferol
can alleviate HRGEC oxidative stress and apoptosis under high glucose conditions. Activation of AMPK path-
way is a possible molecular mechanism that mediates this effect.

[Key words] glomerular endothelial cells; high glucose; kaempferol; oxidative stress;apoptosis; AMPK
pathway
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