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Correlation between oxidative injury of
mitochondrial DNA and tumorigenesis
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[A Review] Mitochondrial DNA lies in the very position that reactive oxygen species (ROS) functions most fre-

quently, and is the main target of ROS attack. Data showed that oxidative injury and mutations of mitochondrial DNA could

be found over 90% of tumors. Mitochondrial DNA is prone to suffering from extensive oxidative injury, and the consequent

mutations are likely to induce tumorigenesis. The correlation between oxidative injury of mitochondrial DNA and tumorigen-

esis has become one of the new tendencies of probing into the mechanisms of tumorigenesis. Here we introduce the develop-

ment in this research.
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Fig 1 The mechanism of formation of guanine products from the C; — OH adduct radical, which is formed by attack of - OH to the Cg

— position of guanine ( cited from Dizdaroglu M, et al ).
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