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Abstract

NADPH oxidase is attracting attention as a source of reactive oxygen species (ROS). Its catalytic sub-
unit has seven isoforms; NOX1, NOX2, NOX3, NOX4, NOX5, DUOX1 and DUOX2. Among them, the roles
of NOX1 have been extensively studied in liver and intestinal disease. A clinical trial of Setanaxib (GKT-831),
a NOX1/4 dual inhibitor, for primary biliary cholangitis (PBC) is ongoing. Recent researches also suggest
a potential use of NOXI1 inhibitor in hepatocellular carcinoma and colon cancer. Understanding the different
roles of each NADPH oxidase isoform is critical for the further development of isoform-specific therapeutic

strategies.
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G s, BMAEDBBRIMEFTHL. DX
9 12 NADPH oxidase ® fiff 78 13 # A T % 2%,
NADPH oxidase & —1T1I25F > T b £ Ok L
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disease: NAFLD) (231} 2 - g/MiGE 7—?: 213
%%%%K%bé;k%%mbfw LDk
9 12 NADPH oxidase Hi3£ ® ROS %% NASH it Ji
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NOX1HB X U8 NOX4® Dual inhibitor T & %
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ENTVBIO QEOENIE, NOXTIEARG LA
DOV DL VR T ISR 5 2 L1
xFLC, DUOX21E5Mb L 7= DfFEAES % B
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DOEEZNLTHRBEICHED> TS EE X
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Z#I L 72\, Setanaxib iZ NOX1/4 ® Dual
inhibitor T& O #1457 HETd 5. Geneve -
Kyoto + Texas DHISEHE A HL & > TV H I
Ao 7284 F X F ¥ — Genkyotex t1: (2021 4
Calliditas #:1Z# &) 12X D BIFE S 7z, Kyoto
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