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[ Abstract |
thelial cells(HK-2) autophagy. Methods

To investigate the effect of advanced oxidation protein products (AOPPs) on human renal tubular epi-
HK-2 cells were stimulated with AOPPs. RT-qPCR and Western blot were used to deter-
mine the expression of autophagy related protein LC3-]] /LLC3- | ,Beclinl and p62;Western blot was utilized to examine the activa-
tion of p38 MAPK pathway. Then p38 MAPK inhibitor (SB203580) was added and co-processed with AOPPs. The change of auto-
phagy was observed. Also,autophagy inducer rapamycin was added and co-processed with AOPPs. RT-qPCR and Western blot were

Objective

used to detect the expression of cell cycle inhibitory protein p27. The cell total protein level was detected by the bicinchoninic acid
AOPPs down-regulated the expression of LC3-][ /LC3-] and Be-
clinl , up-regulated expression of p62 and activated p38 MAPK pathway;in comparison with the AOPPs alone treatment group,the

(BCA) method. The hypertrophy change was observed. Results

expression of LC3-]] /LC3-] and Beclin in the SB203580 co-processing group was increased, while p62 was decreased;the p27 ex-
pression and cells total protein in the sirolimus co-processing group were down-regulated. Conclusion AOPPs inhibits the autoph-
agy of HK-2 cells by activating p38 MAPK pathway and the autophagy inhibition participates in HK-2 cell hypertrophy.
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T %5 -CACTGCCTCCTGTGTCTTCA-3'
p62 ¥ :5- TAGGAACCCGCTACAAGTGC -3/ 133
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