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Simvastatin inhibits the oxidized LDL-induced macrophages pyroptosis
Peng Xue Li Yunyun Jin Mengxing et al
( Dept of Immunology Anhui Medical University Hefei 230032)

Abstract Objective To investigate the effect of simvastatin on oxLLDL induced macrophages pyroptosis. Methods

OxLDL treated J774A. 1 mouse macrophages. Acridine orange/ethidium bromide ( AO/EB) staining method and
LDH release assay was used to observe the membrane integrity; Western blot was used to detect the expression of
LC3-I/ I caspased and interleukin( IL) 4B compared with the group after treatment with simvastatin and 3-
methyladenine ( 3-MA) . Results Simvastatin could protect the plasma membrane integrity and inhibit the activa—
tion of caspase- and the maturation of IL-4 @ during the process of lipid accumulation in macrophages induced by
oxLLDL. LDH release decreased and AO/EB staining showed orange fluorescence reduce. However when the auto—

phagy of macrophage was blocked by 3-MA  Western blot showed that the expression of LC3-I / T was down-regu-
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lated the activity of caspase- and the secretion of mature IL-1B increased. Furthermore the results of LDH re—

lease increased and AO/EB staining orange fluorescence increase indicated that the damage of macrophage cell

membrane induced by oxLLDL is significantly worse after 3-MA treatments. Conclusion Simvastatin inhibit the ox—

LDL-induced macrophages pyroptosis which may be associated with enhanced oxLLDL-induced macrophage autoph—

agy.
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