contract smooth muscle (histamine, platelet-activating factor, SRS-A,
BK-A), (2) those that are chemotactic for or activate other
inflammatory cells (ECF-A, NCF, leukotriene B,), and (3) those that
modulate the release of other mediators (BK-A, platelet-activating
factor) (Chap. 352).

Cytotoxic Reactions of Antibody In this type of immunologic injury,
complement-fixing (C1-binding) antibodies against normal or foreign
cells or tissues (IgM, 1gG1, I1gG2, IgG3) bind complement via the
classic pathway and initiate a sequence of events similar to that
initiated by immune-complex deposition, resulting in cell lysis or
tissue injury. Examples of antibody-mediated cytotoxic reactions
include red cell lysis in transfusion reactions, Goodpasture’s
syndrome with anti—glomerular basement membrane antibody
formation, and pemphigus vulgaris with anti-epidermal antibodies
inducing blistering skin disease.

Delayed-Type Hypersensitivity Reactions Inflammatory reactions
initiated by mononuclear leukocytes and not by antibody alone have
been termed delayed-type hypersensitivity reactions. The term
delayed has been used to contrast a secondary cellular response
that appears 48—72 h after antigen exposure with an immediate
hypersensitivity response generally seen within 12 h of antigen
challenge and initiated by basophil mediator release or preformed
antibody. For example, in an individual previously infected with M.
tuberculosis organisms, intradermal placement of tuberculin purified
protein derivative as a skin test challenge results in an indurated
area of skin at 48—72 h, indicating previous exposure to tuberculosis.
The cellular events that result in classic delayed-type
hypersensitivity responses are centered on T cells (predominantly,
although not exclusively, IFN-y, IL-2, and TNF-a-secreting Ty1-type

helper T cells) and macrophages. Recently, NK cells have been
suggested to play a major role in the form of delayed hypersensitivity
that occurs following skin contact with immunogens. First, local
immune and inflammatory responses at the site of foreign antigen
upregulate endothelial cell adhesion molecule expression, promoting
the accumulation of lymphocytes at the tissue site. In the scheme



