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Figure 24, Cell walls of gram-positive and gram-negative bacteria. Nole that the peplidoglycan in gram-
positive bacteria is much thicker than in gram-negative bacteria. Nole also that only gram-negative bacle-
ria have an outer membrang containing endaotoxin (lpopolysacchanide [LPS)) and have a panplasmic
space whare fi-lactamases are found. Several impertant gram-positive bacteria, such as staphylococc and
streplococe, have teichoic acids. (Reproduced, wilh permission, from Ingraham JL, Maalde O, Maidhardt
FC: Growth of the Bacterial Cell, Sinauer Assoclates, 1983.)
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Figure A1-3  Structure of the cell surface of a gram-negative bacterfum.
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Figure 3-7 Triggering of cytokine release by gram-negative LIS and the role in septic
shock. (TNFa, tumor necrosis factor alpha; IL-1, interleukin-1; [L-6, interleukin-6; I1.-
8, interleukin-§; DIC, disseminated intravascular coagulation; ARDS, acute respicatory

distress syndrome; MOSF, multiple organ system faitluee,)
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Figure 63.1. Vasculature effects in sepsis. The release of IL-1 latian, vasodilation, increased neutraphil adherence 10 vessel
and TNF-a causes the outpouring of 2 number of cytokines walls, and vascular leakage.

and other effoctors. In turn, this leads to intravascular coagu- 12f
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Vecaer | Type iniGalion | Reaction Examples
Timé
Antoody || fimmediate, |2-30 min IgE antibody is induced by Systemic anaphyiaxs:
anaphylactic) allergan and binds via ils Fe Common aliergens Include: drugs (ceniciling and
raceptor b mast cells and insact venom fnem baas and wisps)
basophils, After encountering
ihe antigen again, the fixed IgE | Localized anaphyiacxs:
becomes cross-linked, Hayfewer (upper respiratony)
inducing degranulation and Asthma (lower respiratary)
redoasa of mediators (eg, Food allergies (hives-skin erupdions)
histamine, sorclondn, ele.)
Artizedy | I {ootoode) | 5-8 hours | Anfigens on cell surface Blood-transfusion reactions (ABO o RE)
combine with antibody (Ighd or | Aulpimmune hemalytic anemia
lgG); this keads fo
complement-rmediabed hysis
Antioody [l immune | 2-8 hours Lorge amounts of Azute pastsireptacoccal glomarulonaphsitis
comiphen) antkgen-antibody immung arious auiolmaung diseases (including
comphieds are deposiled in riveumatald arhfiis, and systemic lupus
tissues, complamend is eryihemalosus)
activaled, and polymerpht- .
nascloar cells are aliracted to
the site, causing inflarmation
and tissue damage:
Cell IV (delayed) |24 to 72 T,1 ymphotytes sensitized by | Contact dermatifis to pokson hvy and paissn cak
halirs antigen ralease cylokings that
activate macrophages which, Tubarculin bype hypersensitivity
in wm, release various
modintors which cause dinpet
ealiutar damage,

Fe receptor
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FIGURE 5-18

Allergen cross-lickage of receptor-bound IgE_m mast cells induces
degranulation, causing release of substances (blue doe) that mediate

alleegic manifestations, 19
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Figure 65-3. Immune complex hypersensiiiily. 12m
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Fig. 12.10 Imemunié complincrmediaied tiksaue damage. Type Il hypersensitivity results: in the
dopositicn of immans complexes in the blood vesssl walls, pamiculasty 8t sites of high pressisne,
filtration or mrbalence such 88 (he kidray™ PMP, pohmophotucloar leukosyte.)
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