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Advances in research on childhood neutropenia
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Abstract: Neutrophils, an important type of human immune cells, are involved in host defense against infections.
Neutropenia refers to a group of diseases manifesting as a reduction in the absolute value of mature neutrophils and is
often accompanied by an increased risk of bacterial infection. According to etiology and pathogenesis, neutropenia is
classified into congenital and acquired neutropenia. This article reviews the current research status and advances in the
etiology of neutropenia in children. A deep understanding of the etiology of neutropenia helps to improve the diagnosis

and treatment of this disease.
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