Inflammation 2:

1. Chemical mediators
2. Systemic effects
3. Chronic inflammation
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Cytokines:

*polypeptides

«from many cells—esp. mac’s and lymphocytes
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Lysosomal enzymes of leukocytes

acid proteases
(in phagolysosomes)

neutral proteases

~elastase
ot -collagen.ase
C3+C5 on ecathepsin
/ klnmogen ‘ degrade
C3a+C5a elastin, collagen,

basement membrane,

bradyklnln like other matrix proteins

peptides

Complement
*Present in plasma as 9 inactive proteins
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*Progressive conversions from inactive to
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*Membrane attack complex: C5-9
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TABLE 2-6 Role of Mediators in Different Reactions
of Inflammation
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