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£ PYOGEMES [GROUP A)

Pharyngitis, scorlet fever, pyoderma, erysipelas, cellulitis,
necrotizing fosciilis, streptococcal toxic shack syn-
drame, bocleremia, rheumatic fever, glomerulonephritis

5. AGALACTIAK [GROUP B)

MNeonatal infections [meningitis, pneumenio, bocleremia),
urinary tract infections, amnionitis, endomelritis, wound
infections, pneumonia, bocteremio

OTHER BETA-HEMOLYTIC STREPTGCOCC!
Pharyngitis, abscess formotion, bocteremia

5 PNEUMONIAE
Pneumonia, sinusilis, otitis medio, meningilis, bocteremia

VIRIDANS GROUP STREPTOCOCCI
Bacteremia, endocarditis, abscess farmation, dental

caries
25a
m Classification of Common Streptococcal Pathogens
i ol —_
SEROLOGICAL CLASSIFICATION BICCHEMICAL CLASSIFICATION HEMOLYTIC PATTERMSE

A 5. pyogenes Bata
B 5. agoloctice Bato, ocoosionally olpha or ronhamalytic
c 5. ongincsus, 5. equisimils Bata, eccosionally alpha or norhamalytic
(&} 5. bovis Alpha, nonhemalytic; occasionally bela
F 5. onginosus Besa
G 5. anginosus Beto
- 3. preuvmanice Alpha
Viridana group 5. mulans group, 5. salivariu group, Alpha, nonhemaelytc

5. sanguis group, 5. mivs group,

5. milleri group
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m Group A Streptococcus

Virulence Factors

= == T ===

VIRULENCE FACTOR BIOLOWGICAL EFFECT

Capsule Menimmunoagenic; antiphagocylic

M protein Antiphogoeytic; degrodes Clb

Mlike proleins Binds IgM, ond IgG ond alpho,-
macroglobulin |protease inhibi.
tor]

F protein Mediotes adherence to epitheliol
colls

Pyrogenic exoloxins  Mediotes pyrogenicity, enhancement
of deloyed hypersensitivity and

suscephibility lo endoloxin, cyte-
boxicity, nonspecific milogenicity
for T cells, immuneosuppression of
B-cell function, and production of
scarlatiniform rash

Streptolysin 5 Lyses laukocoytes, platelals, ond ery-
throcytes; simulates release of
ysosomal enzymes; nonimmuno-
genic

Streptalysin O Lysas leukocytes, platalets, and
arythracytes; stimulates relecse
of lysosomal enzymes; immu-

nogenic

Sirepickinase Lyses blood clots; fecilitates spread
of bocteria in Hssues

DMose Depolymerizes cell-free DMNA in pu-
rulent material

C5a peplidose Degrades CSo

DMase, Deoxyribosucienss.
" 25d
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GROUP A STREPTOCOCCAL SURFACE PROTEIN M
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Plasma membrang
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What Is a Pathogen?

Developing a definition of a pathogen requires looking closely at
the many complicated relationships that exist arncu'rqgcrgamgns

Suanley Falloows

If asked to define a pathogen, my answer is
more complicated than that purely pragmatic
definition. Instead, I define a pathogen as
being any microorganism whose survival is
dependent upon its capacity to repllcatt and
persist on or within another species by ac-
tively breaching or destroying a cellular or hu-
moral host barrier that ordinarily restricts or
inhibits other microorganisms. This capacity
to reach a unique host niche free from micro-
bial competition and possibly safe from host
defense mechanisms sets the foundation for
the expression of specific determinants that
permit such microbes to establish themselves
within a host and to be transmitted to new
susceptible hosts.

TAKEM FROM:

ASM News, Volume 63, Number T, 1997
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: Pharyngifis {sudden ansat)
Temperahure
: : Mausea — vomiting — headache — abdaminal pain
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Mormal Immune Response | Hypersensitivity |
Infection controlled Owvarreaction to antigon

\_ INNOCUOUS

antigen

PTG

- -
autoimmung

f response I

infection

i Immunadeficiency

Infection not contralled

Autolmmunity
Reaction to host tissue

1.1 Normal and pathogenic immune responses.
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Figure 64.1. The location of endocarditic vegetations resule-
ing from high-velocity regurgitant blood flow. The arross in-
dicate the high-velocity seream of blood. Regurgitant flow
through the orifice of an incompetent aortic valve resulis in
vegetations on the ventricular surface of the valve or on the
chordac tendincac of the anterior mitral leaflet. Regurpitant
flow across the incompetent mitral valve into the low-pressure
lefr atrium allows vegerations to form on the arrial surface of
the mitral valve {or at the site of jet stream impact on the arrial
wall).
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