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ABSTRACT: Cytochrome P450 was a class of heme-thiolate protein superfamily, which widely found in microsomes and

mitochondria of living mammalian. It can catalyze the metabolism reaction, includes endogenous compounds and also exogenous

compounds like medicine and environment chemicals. The mechanisms has driven a great deal of attention, while there are still many

challenges. Research on NDMA C-H metabolism mechanism will help people deeply understand the structure of P450 and its catalytic

mechanism. In this paper the catalytic mechanism of P450, the catalysed hydroxylation mechanism of N, N-dimethylnitrosamine and the

reactive oxygen species are reviewed.
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