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(Innate iImmunity)




represents the first line of
defense against an intruding
pathogen.
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» All these cells exhibit a rapid
non-specific response to
either foreign cells or to tumor
cells.
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Figure 2-11 Immunobiology, 6/e.(© Garland Science 2005)
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Figure 1. Characteristic pattern of inflammatory biomarkers in tissue
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Figure 2-21 Immunobiology, 6/e. (© Garland Science 2005)

Figure 2-24 Immunobiology, 6/e. (© Garland Science 2005)
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1- A wide variety of molecules are involved in the




