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Mechanisms of T cell-mediated diseases
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Effector mechanisms of antibody-mediated diseases
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Disease Specificity of Pathogenic T Cells Principal Mechanisms of Tissue Injury

Rheumatoid arthritis Collagen? Tnflammation mediated by Ty1and Ty17 Cytokines I
Citrullinated self proteins? Role of antibodies and immune complexes?

Multiple sclerosis Protein antigens in myelin {e.g., myelin basic protein} Inflammation mediated by Ty1 and Ty17 cytokines
Myelin destruction by activated macrophages

Type 1 diabetes mellitus Antigens of pancreatic islet § cells {insulin, glutamic T cel-mediated inflammation
acid decarboxylase, others) Destruction of islet cells by CTLs

Inflammatory bowel diseas¢ Enteric bacteria Inflammation mediated by Ty1 and Ty 17 cytokines
Self antigens?

Psoriasis Unknown skin antigens Inflammation mediated by T cell-derived cytokines

Examples of human T cell-mediated diseases are listed. In many cases, the specificity of the T cells and the mechanisms of tissue injury are inferred on the basis of the
similarity with experimental animal models of the diseases. The roles of Ty1 and T;17 cells have been inferred from experimental models and the presence of subset
specific cytokines in human lesions. The cytokines may be produced by cells other than CD4* T lymphocytes. Ongoing clinical trials targeting these cytokines may provide
new information about the contributions of the cytokines in different diseases.
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Mechanisms of granuloma formation

Chronic DTH reactions can develop if a Thl response to an infection activates

macrophages but fails to eliminate phagocytosed microbes. (prolonged cytokine

signals )

If the microbes are localized in a small area, the reaction produces nodules of
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