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Abstract

radicals are able to directly react with cellular components and result in cell damage. For example, free radicals

Free radicals are molecules with an unpaired electron, and they are strong reactive. Free

could cause oxidation damage in mitochondrion through cardiolipin peroxidation and mtDNA peroxidation, and
subsequently induce apoptosis. Moreover, free radicals enable to influence the signal transduction pathways
including Ca*, protein phosphorylation, transcription factor and Bcl-2 gene, which play most important roles
in apoptosis. Therefore, free radicals produce many biological effects, ranging widely from the regulation of
physiological function to the increasing destructive changes related to pathology. Here we summary the generation
and elimination of free radicals and their influence on signal transduction pathways, and attempt to achieve more
comprehensive understanding of the signal transduction by free radicals.
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Fig.1 The generation and eliminating pathway of free radicals in vivo
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Fig.2 The signal transduction pathway of the protein phosphorylation related to free radicals
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Fig.3 The signal transduction pathway of JNK
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