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Effect of Atorvastatin on the Autophagy of THP-1 Macrophages
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[ ABSTRACT]

The Hank’ s solution was used to induce the autophagy of THP-1 macrophages.

Autophagy; Atorvastatin; Transmission Electron Microscope

Aim To observe the effect of atorvastatin on the autophagy of THP-1 macrophages. Methods

Cells were randomized into four groups: the
blank control group and atorvastatin groups; the cells were incubated with normal medium in group I, Hank’s solution in
group II, containing low concentration of atorvastatin (1 wmol/L) in Hank’ s solution in group Ill, containing high concentra-

Indirect immunofluorescence was used to de-

Result

tion of atorvastatin (5 pmol/L) in Hank’s solution in group IV respectively.
tect LC3-FITC dot clustering.

with the control group, the macrophages autophagic vacuoles of both groups of containing atorvastatin medium occupied a total

Transmission electron microscope was used to detect the autophagy. Compared

area of cytoplasm increased significantly (P <0.05), and the high concentration group was not increased more significantly

than the low (P =0.079).
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Conclusion Atorvastatin could promote the autophagy of THP-1 macrophages.
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Figure 1. Observation of point-like aggregation of autophagosome by fluorescence microscope
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Table 1. The proportion of autophagosome to the total area

of cytoplasm in every group macrophages (X £5)
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Figure 2. Observation of autophagosome by transmission electron microscope ( x5 000)
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