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WFEER RO E (30) : K-ras mutations are frequently observed in human lung cancer.
On the other hand, it is considered that carcinogenesis consists from multi-step process
with mutations in more than 10 genes. In this study, 8-nitroguanine and 8-oxodG was
apparently formed in lung adenocarcinoma caused by oncogenic K-ras, without
inflammation. It is reported that 8-nitroguanine and 8-oxodG can cause mutations.
These suggest that the accumulation of mutagenic 8-nitroguanine and 8-oxodG contributes
to promotion of lung carcinogenesis initiated by K-ras mutation.
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