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[Abstract] Objective Foam cell formation was an important part of the occurrence and development of
atherosclerosis. To explore the role of perilipin2(PLIN2) in foam cell lipophagy,and to provide more ideas for
the prevention and treatment of atherosclerosis-related diseases. Methods The foam cell model induced by ox-
idized low density lipoprotein(ox-LLDL) was constructed,and the expression of PLIN2 gene in the cells was si-
lenced. The cells were divided into five groups:the control group,the empty plasmid group,the ox-LLDL treat-
ment group,the siPLIN2 group,the ox-LDL+siPLIN2 group. The oil red O staining was used to observe the
lipid accumulation of intracellular,and the Western blot was used to observe the expression of PLLIN2 and lipo-
phagy-related proteins LC3 and p62. Results During the formation of foam cells induced by ox-LLDL, the ex-
pression of I.C3 increased with the increase of lipid,while p62 decreased first and then increased. The expres-
sion of LC3 was down-regulated in PLIN2-silenced RAW264. 7 macrophages. In PLIN2-silenced foam cells,
the expression of p62 protein was significantly increased and lipophagy was weakened. Conclusion In ox-
LDL-induced foam cells,knockdown of PLLIN2 can down-regulate the expression of p62 and attenuate intracel-
lular lipophagy.
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