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Inflammation -

Inflammation means burning & inflammation is defined as
local response of living tissue to injury due to any agent.

Types — 1. Acute 2. Chronic
Chemical mediators of acute inflammation —

There are number of chemical mediators which take part in
the processs of acute inflammation like vasodilation.
Chemotaxis ares of inflammation in response to release of

chemical mediators by neutrophils, monocytes & injured
tissue.

These chemical mediators released from the cells, plasma &
damaged tissue, they are divided into 2 heads.
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Cell derived —
Mast cells - histamine
Platelets - serotonin

Inflammation cells - prostaglandins , leukotriene platelet,
activating factors.

Plasma derived —
Clotting & fibrinolytic system

Kinin system

Complement system

From above chemical mediators two important mediators
have role 1n early inflammatory response — histamine &
serotonin

" =P o ——.
L e : e e
i T S N RS SR gk



The main action of histamine are increased vascular
permeability, vasodilatation, 1tching, pain, edema while
serotonin having similar action to histamine but it 1s ales
potent than histamine.

Systemic effects of acute inflammation —
Fever 2) lymphangitis 3) toxemia 4) leucocytosis
Local effects of acute inflammation —

1. Rubor 2. Color 3. Dolor 4. Tumor
5. Loss of function.
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Fact of acute inflammation —

Resolution — complete returns to normal tissue following
acute inflammation.

Healing by scarring — when severe tissue destruction 1s
excessive then healing occurs by fibrosis.

Progression to suppuration — bacteria causes serve tissue
necrosis & this process finally results in suppuration.

Progression to chronic inflammation — if abscess not
trained properly may get organized by dense fibrous tissue
& cavity get calcified termed as chronic inflammation.
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Treatment —

1. Analgesic & anti-inflammatory
2. Antibiotic

3. Mgso4 dressing

4. Multivitamin
5. Tight bandage
6. 1&D 1f suppuration.
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