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Defects in the Host Defense System Predisposing the Patient to Infection

Yasuo ONO
Department of Microbiology and Immunology, Teikyo University School of Medicine

The normal host defense mechanisms against infection include (1) normal skin and mucous membranes,
(2) phagocytic system, (3) humoral immunity, and (4) cellular immunity. The compromised host is an individ-
ual who has one or more defects in these defense mechanisms. Defects in each aspect of host defense in-
crease the risk of infection caused by specific groups of microorganisms. Knowledge of these defects and po-
tential infections in the compromised host will guide the initial (empiric) selection of antibiotics, the dosage
and duration of antibiotic therapy, and decisions regarding antibiotic prophylaxis and the use of immuno-
modulators that are likely to augment host defenses.
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