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Microbiologic Injury

’ : Virus, Rickettsia, Bacteria Le1& Protozoa
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Acute inflammation
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@ 1.1 Changes vascular permeability

1.1.1 Transient-vasoconstriction of arterioles
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Acute inflammation

1.1 Changes vascular permeability

1.1.3 ML permeability Y®J microcirculation
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Acute inflammation

1.2 Changes vascular tflow

1.2.1 Microfiltration theory
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Acute inflammation

1.2 Changes vascular flow
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Acute inflammation

@ 1.3. Formation of a leukocytic exudate
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Acute inflammation

a 1.3. Formation of a leukocytic exudate

1.3.2 Emigration
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Acute inflammation

a 1.3. Formation of a leukocytic exudate
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Acute inflammation

e 1.3. Formation of a leukocytic exudate
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Cells of the Inflammatory response

1.) Neutrophils 2.) Eosinophil
3.) Basophils and Mast cells 4.) Monocyte and Macrophage
5.) Lymphocyte and Plasma cell
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Chronic Inflammation
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Chronic Inflammation
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e 1.2.1 Chronic inflammation

: Mononuclear cells (Macrophage 130 histiocytes), Lymphocytes,
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Chronic Inflammation
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e 1.2.2 Granulomatous inflammation
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1. FEVER 2. INNBIANAY1I (Leukocytes)
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Cholecystitis = Inflammation of gall

bladdder

Gastritis = Inflammation of
stomach

Colitis = Inflammantion of
colon

Hepatitis = Inflammation of liver
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Pneumonia = Inflammation of lung
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