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Inflammatory disease Cancer

- Asthma Atherosclerosis
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- Inflammatory bowel disease
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Pro-inflammatory cytokines Inflammatory enzymes

+ Tumor necrosis factor-a - iNOS

- Interleukin-18 - COX-2

- Interleukin-2 - 5" -lipoxygenase

- Interleukin-6 - cPLA2

- GM-CSF

Chemokines Adhesion molecules

- Interleukin-8 - ICAM-1

- RANTES - VCAM-1

- Macrophage inflammatory - E-selectin
protein-la Receptors

+ Macrophage chemotatic - Interleukin-2 receptor
peptide-1 (e-chain)

- Botaxin - T-cell receptor (B-chain)
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