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Figure B.1. Some mechanisms by which microorganisms may
prevent harmful effects of complement. 10a
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Fig. 11.2 Wart virus replication in epidermis - a privileged site?

1l differentiation such as keratinization controls virus replication,
and as a result virus matures when it is physically removed from
immune defenses,
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Fig. 11.1 Viral infection of cell surfaces facing the external worid.
Infection of the surface epithelium of, for instance, a secretory or
excretory gland allows direct shedding of the virus 1o the exterior,
as well as avoidance of host immune defenses,
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Herpes simpiex 1 virus

Cold sore

Figure 30-5. Laten! infactions by herpasviruses. Examples are shown for both herpes simplex and varicslla-zoster
viruses. Primary infections occur in chilghodd or adolescence, followed by establishment of latent vinus in cerebeal or
spinal ganglia. Laler activation causes recurrent herpes simplex or zoster, Recurrences are rane for zoster, {Reproduced,
with permission, from Mima CA, White DO: Viral Pathogenesis and immunoiog)y: Blackwell, 1084.)

Zoster (shingles)
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MGy Epstein-Barr virus ' human fatal thymus®

L —— L RN LML P i e

" also cross-reacts with erythrocytes of certan specias and is
the basis for the Paul Bunnell (heterophil antibody) test

** possible basis for ankylosing spondylitis
' basis for Wassermann-type antibody test for syphilis
' basis for cold agglutinin test

| streptococci * cardiac muscle (meromyosin)
| klebsiella | HLAB27°"
Mycobacterium 65 kDa heat shock protein
| tuberculosis
Neissaris embryonic brain
| | 5 Ifﬂ:ﬁ . .
treponema - cardiolipin'
| Mycoplasma erythrocytes' '
Praumonias
~ plasmodia thymosin-a,
| lrypanosoma cruzi | heart, nerve
| schistosoma glutathione transferase
antigen | cytornegalovirus ﬂ,mu:ragmbmm
uptake | g B
. schistosoma  glycolipids, HLA, g etc.
' filarial nematodes | albumin
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Figure 8.4. An experimental infection in which the develop-
ment of type-specific antibodies against Borrelia sp. is associ-
ated with the emergence of new antigenic types. The emer-
gence of each new type is associated with a relapse of disease;
hence the common name for these borrelia infections—*re-
lapsing fever.” The rapid emergence of the new antigenic types
is mediated by successive DNA rearrangement (see the
paradigm in Chapter 14, "Neisseria™ for more derails).
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Flg. 11.8 Depressed immune responses in microbin! infections. In
med cases the mechanisms ane unchaar, bul possible impariont
Toctors ane Bsved. For HIV, thi depressed msponses are seen later,
ahiar initial neutralizing antibody and cytatoxic cell responses.
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