Inflammation

Def.: The host’'s protective
response to eliminate the initial
cause of cell injury as well as
the necrotic cells/tissues
resulting from that original
injury.

Inflammation 2: Chemical mediators
and chronic inflammation




Nomenclature of Inflammation

sAcute: hrs—days
*Chronic: weeks—mos.—yrs.

“.atis” : inflammation of

Heart: myocarditis (myocardium)
endocarditis (valves)

Appendix: appendicitis

Colon: colitis

De novo chronic disease
autoimmune, etc.
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Key Players in Inflammation

leukocytes
(& their mediators)

Injurious agent
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Vascular Phase of
Acute Inflammation
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Colloid osmotic

Hydrostatic
pressure

pressure

A. NORMAL o Plasma proteins

Increased hydrostalic pressure
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Fluid leakage 1 Decreased colloid osmotic
e.q.. congestive heart failure)

pressure (decreased protein
synthesis, e.g., liver disease;
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Cellular phase of
Acute Inflammation




embrane MARGINATION of WBC'’s
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Microbe

Chemokines
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1. RECOGNITION AND ATTACHMENT

Microbes bind to
phagocyte receptors & 2. ENGULFMENT
. - Phagocyte membrane
zips up around Microbe ingested

Phagocytic g
receptor “‘/ ) microbe i in phagosome

Phagosome
with ingested

Fusion of
phagosome

with
lysosome

Degradation of microbes Phagolysosome

by lysosomal enzymes
in phagolysosome

Killing of microbes by ROS and NO

3. KILLING AND DEGRADATION
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Leukocyte Adhesion Def.1
(LAD-1)

Leukocyte Adhesion
Def. 2 (LAD-2)
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® Streptococcus pneumoniae

alveolar space

Acute Pneumonia
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De novo chronic disease
autoimmune, etc.
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Macruphage Elimination of microbes,

dead tissue
Source of mediators

(cytokines, others)
Role in immune
response
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