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Systemic complications of cyanotic congenital heart disease
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Abstract

Cyanotic congenital heart disease has impacts on multiple organ systems, including
hematology, coagulation system, nervous system, kidneys, gastrointestinal tract, uric acid
metabolism, pulmonic and systemic circulation (endothelium), renal function, etc. It is
important to distinguish compensated erythrocytosis and decompensated erythrocytosis.
Identification of iron deficiency by ferritin and total iron binding capacity is important, and
appropriate iron replacement therapy from small dose is mandatory. Prophylactic
phlebotomies to maintain the hematocrit level to prevent cerebrovascular events are not
justified. Anticoagulation or antiplatelet therapy does not have evidence of effective
prevention of cerebrovascular events. A systematic clinical approach is needed to treat this
multisystem disorder.
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