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ABSTRACT Objective: Macrophages are the most abundant immune cells in atherosclerotic plaque, and macrophage foaming ac-
celerates atherosclerosis. The study aims to explore the effect of macrophage autophagy and polarization on foaming. Methods: Mouse
peritoneal macrophages were isolated and cultured, and the marker F4/80 of macrophages was detected by immunofluorescence.
Macrophages were treated with rapamycin at different concentrations. Western blot was used to detect the expression of autophagy mark-
ers LC3II, classically activated macrophages(M1) macrophage markers interleukin 6(IL-6) and alternatively activated macrophages (M2)
markers transforming growth factor-g (TGF-B). Macrophages were foamed by ox-LDL, and the foam cells formation and macrophage
foaming were identified by oil red O staining. Results: Immunofluorescence assay showed that the positive rate of F4/80 was 87.6%.
Western blot showed that increased the expression of LC3II and IL-6, decreased the expression of TGF-f in rapamycin treatment of
macrophages for 24 hours. And, statistical analysis of the bands showed that there were significant differences (P<0.05). Oil red O stain-
ing showed that the formation of macrophage foam cells was decreased in rapamycin treatment macrophages. Conclusion: Rapamycin
promotes macrophage autophagy and M1 polarization to inhibit foam cell formation.
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Fig.1 Statistics of peritoneal macrophages and immunofluorescence staining

A The statistics of collecting peritoneal macrophages, B Results of F4/80 immunostaining in macrophages
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Fig. 3 The effects of rapamycin on autophagy, polarization and foaming in macrophages

A Western blot showed that the expression of autophagy and polarization markers in rapamycin treated macrophages and Grayscale analysis statistics of

bands, B Oil red O staining showed the foaming in rapamycin treated macrophages
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