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[ Abstract ] Lung cancer is becoming an increasing threat to Chinese residents and its incidence continues to rise
while the treatment effect is far from satisfactory. Hence, it is essential to improve the level of early diagnosis, treatment, prog-
nosis in lung cancer. An epigenetic trait is a stably heritable phenotype resulting from changes in a chromosome without altera-
tions in the DNA sequence. The epigenetic studies, such as DNA methylation and histone methylation, are progressing rapidly
in oncology research. A comprehensive understanding of its development status and existing problems is of great significance

for the future research and the implementation of precision medicine. Herein, we aim to outline the progress of DNA methyla-

tion and histone methylation modification in lung cancer and make a prospect for the future research.
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