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Immune system

Acquired

'

T-cell immunity
(cell-mediated immunity)

'

Whole T-cells
released into:

T
Suppressor Helper Cytotoxic
T-cells T-cells T-cells

E

Death of the body'’s cells
that are infected with a
virus or otherwise
damaged
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B-cell immunity
{humoral immunity)

/

Antigen exposure

'

Lymphoblasts

'

Plasma cells

'

Antibodies

'

Complement
cascade

'

Classical

'

Clonal B-cells

'

Memory B-cells

'

Innate
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'
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Alternative

pathway
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pathway

Bloodbourne
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Complement
cascade Phagocytes
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1. Neutrophils

2. Macrophages

3. Basophils

4. Eosinophils

5. Natural killer cells

'

Death of dangerous

organisms
9 g
Direct killing
L of bacteria

'

Physical barriers

1.Skin

2. Mucous membranes

3. Saliva

4. Flushing action of
urine and tears

5. Stomach acid

'

Stops infection
before it enters
the body
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Initiation of Th2 mmune response

Sensmzed host

Clinical outcomes atopy and asthma
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Allergia
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*Gell PGH, Coombs RRA, eds. Clinical Aspects of Immunol
1st ed. Oxford, England: Blackwell; 1963.
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Allergen

A Pathogenesis
of type | hypersensitivity

.........

/ \ forlgE Y
\ S ol
\ Srs 3 U g ucous gland
) : e R Platelets
| Plasma cell Sensitised o nsory nerve
Memory cell i Y
mast cell Vasoactive - endings
VAVAVART amines Sh

Goldsy RA et al. Immunology 5th Ed, 2003, p 363 Eosinophil



Clinical dermatology , Habif , 2004
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