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~ The principal cellular and vascular responses during the inflammatory response.
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Plasma proteins

Fluid leakage Decreased colloid osmotic
o pressure (decreased protein

synthesis, e.g., liver disease;
increased protein loss, e.g.,
kidney disease)

Increased hydrostatic pressure
(venous outflow obstruction,
e.g., congestive heart failure)

B. TRANSUDATE

C. EXUDATE

T
Inflammation

Formation of transudates and exudates.
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