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A. T cell immunodeficiency
1) Thymic hypoplasia(DiGeorge syndrome)
2) Chronic mucocutaneous candidiasis
3) Nucleoside phosphorylase deficiency
B. B cell immunodeficiency
1) X-linked agammaglobulinemia
2) X-linked immunodeficiency with hyper 1gM
3) Selective immunoglobulin deficiency
a) IgA deficiency
b) IgM deficiency
c) IgE deficiency
d) IgG subclasses deficiency
4) Transient hypogammaglobulinemia of infancy
5) Variable immunodeficiencies(common, unclassified)
C. Combined immunodeficiency with T and B cells
1) Severe combined immunodeficiency
a) Autosomal recessive type(Swiss type)
b) X-linked type(Gitlin type)
¢) Sporadic type
d) Variants
i) Nezelof's syndrome
ii) Combined immunodeficiency with adenosine deaminase deficiency
iii) Combined immunodeficiency with dysostosis
iv) Generalized hematopoietic hypoplasia
2) Immunodeficiency with thrombocyt openia and eczema(Wiskott-Aldrich syndrome)
3) Immunodeficiency with ataxia telangiectasia
4) Immunodeficiency with thymoma
5) Immunodeficiency with normal or hyperimmunoglobulinemia
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(WHO meeting report™*, 1973)
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1) Bacteria of high grade virulence : recurrent infection

D. pneumoniae, S. pyogenes, H. influenzae -
2) Bacteria of low grade virulence

Pseudomonas, E.coli, Paracolon, Serratia:-
3) Fungus

Candida albicans
4) Unusual infection of virus

Cytomegalovirus, Herpes simplex, Varicella-Zoster, Progressive vaccinia
5) Pneumocystis carinii
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vlol 82 cytomegalovirus +++ —
il F5 oy +++ -
BE tgulolgx + F~++
2t Preumocystis caringi(¥ @) + -
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Gram¥A T #4EZF
s + ++
b 1] + ++
= Fua4 + ++
Fold, FuFd - +++
< RGeS + ++
¥ Grams AT #FHEF
REZ ++ -
& ¥ +++ . -
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YRGAF ++
22749 - +
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N g5 Qe g APe 553
|

o] i
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o 50% o] 9] AHEES vehiln e Ao
. B2 19899 49 WHOR A AlA 110
7=l A 3089857 o]\t Erka 3o, FFHE
A= dRANME 56, FUFANNE 109
Bell 7b7be @ HARIIE ITh AIDSE
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SooAEGFE—— A E)—m Y AR G4 B 2 e oA
—OHE §79) A R B A8 - B Goo] 4@ BY

Z24 A AA: XA L7) =2 34 (cyclophosphamide, ch’orambucil F), 3bci Al (6-mercaptopu-
rine, azathiopurine methotrexate, 5-fluorouracil, cytosine arabinoside), antibiotics(actinomycine =)
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* HIV : HTSV-11,/
LAV)7} Eol# 22 helper-TH X9 757 =
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e WA 220 8) o] FEIE AR T AF 9
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immunodeficiency virus
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