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Incidence of primary immunodeficiency states

k@@ Type Incidence
Selective IgA immunodeficiency 1:300-700
Mature B cell / / S\ E—E Selective IgM immunodeficiency 1:600
000:%9 = j= Common variable immunodeficiency 1:75.000
b é{m »} ) .6 Severe combined immunodeficiency 1:100.,000
s’ X-linked agammaglobulinemia 1:100.000
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¢ Respiratory burst (hexose monophosphate shunt)
— superoxide anion
— singlet oxygen
— hydroxyl ion
— hydrogen peroxide (Figure 5
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Leukocyte Adhesion Deficiency-LAD
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(a) Dissociation of C1 components
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(b) Decay-accelerating activity for C3 convertases
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() Factor I cofactor activity

@c3v

Qcap

(d) Inhibition of lysis
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