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Non-specific mechanisms of normal systemic host defense include phagocytosis
and complement whereas the specific ones consist of cell-mediated and humoral-
mediated immune responses (CMIR and HMIR respectively). It appears that immune
dysfunction in patients with chronic renal failure could occur in every component of the
host defense mechanisms. The etiologies of such defects are multifactorial and
include uremic toxins, iron overload, increased cytosolic calcium, anemia, malnutrition,

drug treatment, and blood-membrane reaction.
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7. Blood-membrane reaction
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