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[Abstract] Objective To investigate the protective effect of resveratrol on the damage of retinal pig-
ment epithelial cell caused by high glucose. Methods First,the identified ARPE-19 cell lines were divided into
the control group,the high glucose group and the hyperosmotic group and cultured for 24,48,72 h,cell viabili-
ty of all groups were evaluated by cell counting kit-8 (CCK-8) assay at the three time points to select the most
appropriate intervention time. Based on the above results, ARPE-19 cell lines were divided into different con-
centrations of resveratrol treatment groups and normal control group,and cultured for 48 h,the cell activity of
each group was detected by CCK-8 method to determine the optimal concentration of resveratrol. Subsequent-
ly, ARPE-19 cell lines were divided into the normanl control group,the HG group Chigh glucose) , the HG+
Res group (high glucose + resveratrol) and cultured for 48 h,and cell morphology was investigated by phase
contrast inverted microscope. The level of MDA and activities of SOD and GSH-Px were detected by chemical
colorimetric method. The levels of VEGF and PEDF in different groups were determined by ELISA. The ex-
pression levels of TNF-a mRNA, IL-18 mRNA, IL.-6 mRNA were quantified by real-time quantitative PCR
(RT-PCR). Results Compared with the HG group, the abnormal morphological changes of the HG + Res
group were significantly alleviated. Compared with the HG group, the SOD and GSH-Px activities in the
HG+Res group decreased and the MDA level increased (P <Z0. 05), the expression level of VEGF in the
HG+ Res group decreased and the expression level of PEDF increased (P<Z0. 05). Compared with the control group,
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the expression levels of TNF-a mRNA,IL-1 mRNA,IL-6 mRNA were increased in the HG group (P <C0.05);
compared with the HG group, the expression levels of TNF-a mRNA,IL-1 mRNA and IL.-6 mRNA in the

HG+Res group decreased (P<C0. 05). Conclusion

Res may delay the damage of PRE cells by high glucose

environment through anti-oxidation,inhibition of proliferation,and anti-inflammatory.
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