Pyocyanin pigment from Pseudomonas aeruginosa modulates innate immune defenses in macrophages
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Autophagy formation was visualized as LC3 aggregates or puncta using
fluorescence microscopy imaging. GFP-LC3 fluorescence intensity was
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Pyocyanin (PCN) Is a major virulence factor
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Figure 2 : Murine RAW264 macrophages were stimulated with with P Pyocyanin inhibits macrophage functional
aeruginosa-derived LPS (10 pmole/ml) overnight in presence of pyocyanin defense responses to facilitate

(PCN) doses. Polymyxin (PMX) , a known inhibitor of LPS activity, was used
at 2 ug/ml as a positive control. Nitric oxide release was determined as
nitrite accumulation and measured by the Griess method. The data suggest
that pyocyanin modulates macrophage innate immune responses.

Pseudomonas aeruginosa infection.
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