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A study on the role and mechanism of upregulated p62 protein in macrophage-de-

rived foam cells
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[ Abstract| Objective To investigate the effect of p62 protein on the lipid autophagy and the expression of inflammatory
cytokines in macrophage-derived foam cells. Methods RAW264., 7 cells were stimulated by oxidized low density lipoprotein to
mimic the formation of macrophage-derived foam cells. The levels of p62 protein and mRNA in macrophage-derived foam cells
were detected by Western blot and real-time qPCR. The protein levels of LC3,Plin2 and PEX2 were measured by Western blot
in Ox-LLDL treated Raw264. 7 cells to determine the effects of p62 on autophagy in macrophage-derived foam cells. The TNFq«
and IL.-6 mRNA levels were detected by real-time PCR. Results
levels in RAW264. 7 cells. After interfering the expression of p62, the level of LC3-1I protein decreased, but the protein levels of

Ox-LLDL up-regulated both autophagy levels and p62 protein

lipid droplet-related protein Plin2 did not change significantly. The peroxisome-related protein PEX2 level increased. The ex-
pression of TNFq and I1.-6 also increased. Further studies showed that Nrf2 interference significantly inhibited the up-regulation
of p62 by Ox-LDL. Conclusion Ox-LDL mediates the upregulation of p62 through Nrf2 in macrophage-derived foam cells, and
p62 may play a protective role in atherosclerosis.
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1.7 Real-time qPCR
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