Cutaneous Immunology
& Infectious Disease

The response to infection is crucial for the survival of an organism. It includes a complex cascade of immunological events involving an array of cell types and the integration of a multitude of biochemical signals. This illustration depicts early

inflammatory processes that accompany insult of the epidermis by a sliver contaminated with the bacteria, Staphylococcus aureus. This is shown in contrast to normal tissue surveillance and the accompanying cellular migration patterns that

enable the immune system to detect the introduction of pathogens.
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NOTES:

! Most common circulating DC phenotype; function unknown. RBC/CD47:SIRPo interaction keeps circulating DCs in an immmature state.
% 90% of circulating monocytes.
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Note: The information in this poster should neither be considered comprehensive nor definitive. The particulars involved are understood to be subject to interpretation. © 2009 R&D Systems, Inc.




