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Progress study of reactive oxygen species and tumor
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[Abstract]  Reactive oxygen species (ROS) is the general name for the active oxygen metabolites that the mainly production
from electron transport chain. Tumor-associated genes may induce the production of ROS, which in turn activate the signal pathways
involved in tumor development. ROS promotes cell mitosis and proliferation, increases genomic instability and induces tumorigenesis
and development. However, the high concentration of ROS causes the damage of DNA, protein and lipid, eventually leading to cell
death. This article reviews the generation and clearance, the carcinogenic effect, and the anti-cancer effect of ROS.
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0 31 & FEHMROS G MBI R RIE—5H
7% M 42 (reactive oxygen species, ROS) & 4 & & 1 ROSMAE SRR

#F (dioxygen, 0,) R W% F (superoxide anion, TSR R 1A T KO, M
0,) .31 & 1 A (hydrogen peroxide, H,0,) . % H i % 5 NADPH 46 il 4 # 0,0, f%%“?“ﬂ‘%iﬁ/\%
(hydroxyl radical, HO <) ¢ £ U & 3% B9 41 i, = & % NGB, BT ST R R, T AR
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CAT Ul & # # H,0, J& i H,0, T F & £ 7 4 8 A
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