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[ Abstract ]

deficiency may lead to the occurrence and development of multiple chronic diseases. In recent years, a lot of studies showed

Iron is one of essential microelements to maintain normal physiological function in human beings, iron

that, iron deficiency in relatively common in patients with pulmonary arterial hypertension (PAH ) , and many factors may
contribute to the occurrence of iron deficiency. This paper reviewed the regulatory mechanism of iron homeostasis, impact of iron

deficiency and iron supplementation therapy on patients with PAH, to provide a reference for the effective iron supplementation

therapy.
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