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lipoxygenase
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leukotrienes
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Decreased colloid osmotic
pressure (decreased protein
synthesis [e.g. liver disease];
increased protein loss [e.g.,

(venous outflow obstruction,
[e.g., congestive heart failure])

B. TRANSUDATE kidney disease])
(low protein content, few celis)
Fluid and protein leakage
C. EXUDATE
(high protein content, and Vasodilation and stasis
may contain some white
and red cells)

Increased interendothelial spaces

Inflammation
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found in
hemalopoielic
tissue
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found in
peripheral
blood

platelets
(thrombocytes)

xgi7
red blood cell

{erythrocyte)

gzoj
lymphoblast

Clop*
monoblast
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eosinophil neutrophil basophil
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YT granular leukocytes

ST agranuler leukocytes
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young
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