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cell killing by cytotoxic T lymphocytes
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Immediate Mast cells and their mediators (vasoactive Allergic reactions, anaphylaxis, asthma,
(type 1) sk ines, lipid mediators and cytokines) seasine
yp amines, lipid mediators a y i P
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mediated antigens bound to cells mediated cytotoxicity (ADCC), receptor ABO incompatibility, Rh incompatibility
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(type 3) and IgM or IgG activation and recruitment of leukocytes
Coll mediated CD4+ T cells 'or CD8+ Mt‘s\cropha'ge act'lvatlon res'ultmg 11j\
(type 4) cytotoxic T cytokine mediated inflammation or direct
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