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Increasing evidence from animal studies suggests that free heme and iron exert
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vasculopathy and promoting the pathogenesis of atherosclerosis has been postulated.

with inappropriate hepcidin levels.
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Figure 6. Patients with hemolytic diseases are hallmarked by elevated -circulating
inflammatory cytokines. (A) Measurement of TNFa, IL-6, IL-1 and VEGF in sera of healthy
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