


Structure of the Small Intestine (Figure 37.15)
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Cross-sectional diagram of the mucous membrane lining the intestine
showing nodule of lymphoid follicles constituting a Peyer’s patch in

the submucosa. The intestinal lamina propria contains loose clusters of
lymphoid cells and diffuse follicles.
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Figure 1-3  Overview of defenses of the gastrointestinal tract. Insets show the strue-
ture of the mucosa of the small intestine and colon. Mucosal cells are born in the crypt
from crypt stem cells and then differentiate as they migrate upward out of the crypt.
When they reach the tip of the villus, they are extruded into the lumen.
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Table 30-1. Important features of acute viral diseases.

Local Systemic
Infections Infections
Specific disease Raspiratory Measles
example (rhinovirus) :
Site of pathology | Portal of entry Distant site
Incubation pericd | Relatively short Relatively long
Viramia Absent Prasent
Duration of Variable—may be | Usually lifelong
immunity short
Role of secretory | Usually important | Usually not
antivody (IgA) important
in resistance

Figure 57.5. Distribution of agents of diarrhea in residents of

the U.S.
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Figure 16—1. Antigenic strugture of Enlerobacteriaceae.
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Fig. 8.5 Schematic structure of gome ADP-ribosyloting toxins., The hatched

regions are the binding/ranslocation-facilitating parts. Cholera toxin is repre-

sented in plan view with Al below the plane. Not to scale. (Taken with permis-

ston of authors (1. H. Madshus and 1. Stenmark) and publisher (Springer-Verlag

GmbH & Co. KG, Heidelberg, Germany) from Figure 1 in ‘Entry of ADP-

ribosylating toxins inte cells” in Current Topics in Microbiology and Immunology
(1992) 175, 3, edited by Klaus Aktories.
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Figure 4-2  ADP-ribosylation of a target host protein.
The ADP-ribosyl group is removed from NAD (dashed

line} and covalently attached to a host cell target protein, 2om
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iaeoie 0-1  pnvironmental signals that can control
the expression of coordinately regulated virulence

-:Ietermmants in han:tena a

Bordetella pertussis
Corynebacterium diphtheriae
Escherichia coli

Listeria monocytogenes
Pseudomonas aeruginosa
Salmonella typhimurium

Shigella spp.
Staphylococcus auwreus
Vibrio cholerae

Yersimia spp.
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Temperature, 50,, nicotinic acid

Iron

Iron, temperature, carbon source

Temperature

Iron, osmolarity

Osmolarity, starvation, stress, pH,
growth phase

Temperature

Growth phase

Osmolarity, pH, temperature,
amino acids, CO,, iron

Temperature, Ca®*

* Adapted from J. ]. Mekalanos, 1992. Environmental signals controlling

expression of vinulence gene determinants in bacteria. |. Bacteriol. 174:1-7.
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