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Metals in brain: Iron
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Iron is involved in oxygen transportation, myelination, DNA synthesis and the synthesis and metabolism of neurotransmitters. Iron
dyshomeostasis can induce cellular damage by generating reactive oxygen species. Although brain iron deposition is the natural
process with normal aging, excessive iron accumulation is also observed in various neurological disorders such as neurodegeneration
with brain iron accumulation, Parkinson's disease, Alzheimer's disease, Huntington's disease, amyotrophic lateral sclerosis, Friedreich
ataxia, multiple sclerosis, and others. Magnetic resonance imaging can detect iron deposits in the brain and provide further under-

standing of the role of iron in the neurodegenerative disorders.
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