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Effect of resveratrol on glomerular mesangial cell injury induced by high glucose

WANG Lin, LIU Ya—shan, LIU Rui—-qing, GAO Ai—jiao, TANG Hui—xin, SHEN Yan—-na

(School of Medical Laboratory, Tianjin Medical University , Tianjin 300203, China )

Abstract Objective: To investigate the effect of resveratrol (RSV) on the injury of rat glomerular mesangial cells(RGMCs) induced by
high glucose in vitro and its potential molecular protection mechanism. Methods: RGMCs in logarithmic growth phase were divided into
mannitol hypertonic control group(OC ), normal control group(NG ), high glucose group(HG) and high glucose with RSV treatment group,
and RGMCs were cultured for 24 h and 48 h respectively. The levels of LDH in the supernatant of each group were detected by the LDH
release assay kit. The protein levels of apoptosis related B—cell lymphoma-2 gene (Bcl-2),Bcl-2 associated X protein(Bax ) , cysteine—
containing aspartate specific protease 1(Caspase—1),Caspase-1 activated fragment(p20) , Gasdermin E(GSDME ) , Gasdermin E activated
fragment (GSDME -N ) , Caspase -3 , Caspase—3 activated fragment (p17),inflammatory related cytokines interleukin—1@ (IL-18) and
mature form of IL-1B(mIL-1B ) were detected by Western blotting analysis.The levels of IL-1 in the supernatant were detected by
ELISA analysis. Results: LDH assay showed that RSV reduced the cell death rate after 48 h of high glucose stimulation( #=31.48,
P<0.05). Western blotting analysis showed that the expression of Bax in RSV treatment group was significantly lower than that in HG group
only at 24 h and the expression of Bel-2 was increased (F=143.1,P<0.05). RSV also decreased the expression of p20 and mIL-1p in
HG group at 24 h (F=26.74,25.76, all P<0.05).Moreover, RSV significantly decreased the expression of p17 and GSDME-N in HG
eroup at 48 h( F=25.84,18.49,all P<0.05). ELISA analysis showed that IL-1f3 level in the supernatant of RGMCs with RSV treatment
for 48 h was significantly reduced than that in HG group (F=80.22,P<0.01). There were no significant difference in above related indexes
between OC group and NG group (all P>0.05 ). Conclusion: RSV can improve the damage in RGMCs induced by high glucose via reducing
the production of inflammatory factors, inhibiting the early apoptotic and late pyroptosis.
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