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Letter to the Editor

Neutrophils in Immunity

So-Youn Woo"

Departments of Microbiology, School of Medicine, Ewha Womans University, Seoul, Korea

Neutrophils are the most abundant white blood cells in the peripheral blood and have long been recognized as the

major agocytes 1 acute mfection estroying extracellular pathogens. thou research on neutrophils hampere
jor phagocytes i infection by destroying [lular pathogens. Although h phils hampered

by intractability in the experiments, the newly discovered effector functions of neutrophils includes granular proteins,

and cytokines, extracellular traps. With all effector mechanism neutrophils play a critical role in the pathogenesis of

acute and chronic infection, autoimmunity and cancer.
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