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[#E] NADPH & ALEEH 74 T 57 0 BT BE, A6 2 AR T 7 B 0 JR A 2 4 49 7 12 4 (reactive oxygen
species, ROS) . & if & I %A v 29 Ji. NADPH £ 4L B4 49 6 /~ Fl /R 49 BF NOX1, NOX3, NOX4, NOXS5, DUOXI,
DUOX2, NADPH Z LBt 2 gp91phox/NOX2 B & Bl R4 44k A NOX K%K G, X sbfaedad R b
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[ Abstract] NADPH oxidase, specially located in plasma membrane of phagocytes, can generate

reactive oxygen species (ROS) to participate in host defense by killing or damaging invading microbes.
Over the last years, sixhomologs of the cytochrome subunit of the phagocyte NADPH oxidase were found :
NOX1, NOX3, NOX4, NOX5,DUOX1, and DUOX2. Together with the phagocyte NADPH oxidase it-
self (NOX2/gp91phox) , the homologs are now referred to as the NOX family of NADPH oxidases. These
enzymes share the capacity to transport electrons across the plasma membrane and to generate ROS. Acti-
vation mechanisms and tissue distribution of the different members of the family are markedly different.

NOX deficiency may lead to immunosuppresion, DUOX2 mutations result in congenital hypothyroidism.
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