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ABSTRACT Objective: To investigate the mechanism of LPS in the ox-LDL-induced foam cell formation. Methods: Human THP-1
cells were cultured and differentiated into foam cells by the addition of ox-LDL. The foam cell formation was evaluated by Oil red O
staining. The autophagic activity was determined by immunofluorescence and Western blot analysis. Results: @ By observing the
morphology of the foam cells, it was found LPS enhanced ox-LDL induced lipid accumulation during the foam cell formation. @ LPS
induced autophagy in human macrophages-derived foam cell formation. Moreover, the time-course (Oh, 8h, 16h, or 24h) experiments
revealed that the percentage of cells expressing autophagosomes was maximal at 16hr after LPS stimulation. @) Autophagic activity in
human THP-1 macrophages was either stimulated with Rap or inhibited by 3-MA. LPS could augment the activity of autophagy after Rap
and prevent the role of 3-MA. @ Lipid accumulation increased by the exposure to LPS, and the increase was enhanced by Rap. In
contrast, inhibition of autophagy with 3-MA prevented both the basal and the LPS-induced lipid accumulation. Rapalone did not alter the
level of total cholesterol or triglyceride, while inhibition of autophagy with 3-MA decreased triglyceride in macrophages either treated
with LPS or not (P<0.05). Conclusion: LPS augments the foam cell formation through autophagy.
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Fig.1 LPS promotes ox-LDL induced foam cell formation(400x )
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Fig.3 Autophagic activity is detected by fluorescence microscopy
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Fig.4 Autophagy enhances lipid accumulation in foam cells
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