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Abstract: Objective To study the effects of Penta-O-galloyal-D-glucose (PGG) on reactive oxygen spe-
cies (ROS) levels, apoptosis and oxidation-related factors in H, O,-induced glomerular mesangial cells (GMCs)
of rats. Methods The concentration of PGG that is not toxic to GMCs and the concentration of H, O, that
can cause apoptosis in GMCs were screened by CCKS8 kit. Six groups were set up for experiment: normal
group, positive group, 10 puM PGG group, 5 pM PGG group, 1 puM PGG group, 0.1 uM PGG group. The
normal group consisted of untreated GMCs, the positive group cells were stimulated with 600 puM H,O,, and
the PGG group cells were stimulated with 600 pM H, O, and different concentrations of PGG. The level of ROS
and cell apoptosis level were measured by flow cytometry after 18 h. The activities of superoxide dismutase

(SOD) and total glutathione peroxidase (GSH-Px) in each group were detected by kit.  Results PGG could
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reduce the ROS level of GMCs, reduce cell apoptosis, increase the activity of antioxidant enzymes SOD and

GSH-Px, and thus reduce the degree of oxidative damage induced by H, O, in mesangial cells. The anti-oxida-

tion degree of 10 uM PGG group was the most obvious.

Conclusion PGG has a certain inhibitory effect on

H; O;-induced apoptosis of GMCs, and it can inhibit the production of ROS by GMCs, reduce the level of oxi-

dative stress and thus play a protective role on cells.
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