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Iron deficiency anemia and the development of iron supplements
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[Abstract] Iron deficiency anemia(IDA) was the most common clinical type of anemia, which had become one of the im-
portant diseases endangering the health of patients in our country, however, it had not yet attracted extensive attention of pa-
tients and clinicians. Because of the hidden manifestations, IDA often leaded to the delay of diagnosis and treatment and the
adverse consequences. Understanding the regulation of iron metabolism, improving the screening awareness of high—risk
groups, and clarifying the potential etiology was crucial for the management of IDA.
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