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[ Abstract]  Objective To evaluate the effect of methicillin-resistant staphylococcus aureus ( MRSA)
infection upon the autophagy of macrophages. Methods Mouse monocyte-macrophage cell line RAW264. 7
was used. In the experimental groups, RAW264.7 cells were infected with Gram-positive MRSA for different
time points including 0, 30, 60, 90, 120, 150 and 180 min. In the control group, the cells were left untreat-
ed. After MRSA infection, the expression of ATG5, ATG7 and ATG12 was measured by fluorescence quantita-
tive PCR, and the expression levels of autophagy-related protein (Beclinl ) and microtubule-associated protein
light chain 3 (LC3) were measured by Western blot. Results At 3 h after MRSA infection, the expression
levels of ATGS, ATG7 and ATG12 mRNA in the experimental group were significantly higher compared with
those in the control group (all P <0.01). The relative expression of L.C3 in the experimental group was consid-
erably higher than that in the control group (P <0.01) , where the relative expression of Beclinl did not signif-
icantly differ between two groups (P >0.05). The relative expression levels of ATG7, ATG12 mRNA, LC3
and Beclinl proteins peaked at 180 min following MRSA infection, and the level of ATG5 mRNA achieved the
peak at 150 min after MRSA infection. Conclusions MRSA could induce autophagy in macrophages. The au-
tophagy genes were activated in a certain sequence. Autophagy probably acted as an alternative immune process
of phagocytosis of MRSA by macrophages.
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