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Antibody (B cell)immunodeficiency Disorders:
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2. Transient Hypogammaglobinemia of Infancy (THI)
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Cellular immunodeficiencies (T cell inmunodeficiency disorders)
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Combined antibody (B cell) and cellular (T cell) immunodeficiency disorder
1. SCID (Severe combined immunodeficiency disease)
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Class | or class Il HLA antigens (or both) absent or
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Classll

= Immunologic features similar to combined
immunodeficiencies (B & T cell function decreases)

- Both presence and absence of classll genes has been

found
= Defect: abnormality of the class |l regulatory gene or
deficiency in a . which is implicated in

class Il gene transcription

- Bare I?/mphopyte syndrom-class | is less common than
class |l deficiency—recurrent respiratory infections

= Defect: mutations of a gene on chromosome 6 that
encodes TAFP transporter needed for class | expression.




3. Wiskott—Aldrich Syndrome
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Phagocytic dysfunction diseases
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Figure 20-6 Mechanism of HIV entry into a cell.
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