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Researchers identify a histone demethylase
associated with non-small cell lung cancer

8 November 2013

Non-small cell lung cancer (NSCLC) is one of the
leading causes of cancer deaths worldwide.
Current therapies that target cellular kinases have
been effective for some patients: however, many
individuals with NSCLS do not respond. Recent
studies of other cancers indicate that the global
changes in DNA methylation patterns may drive
tumor formation.

In this issue of the Journal of Clinical Investigation,
MinGyu Lee and colleagues at MD Anderson
Cancer Center evaluated histone methylation
modifications in NSCLS cell lines and determined
that the histone demethylase KDM2A was
upregulated in NSCLC cell lines. Furthermore,
induced KDM2A expression increased cell
proliferation and invasiveness through activation of
the ERK1/2 signaling pathway. Evaluation of
tumors from NSCLS patients uncovered a
correlation between increased levels of KDM2A
and poor prognosis.

This study suggests that therapies targeting
KDM2A may benefit a subset of NSCLS patients.

More information: KDM2A promotes lung
tumorigenesis by epigenetically enhancing ERK1/2
signaling, J Clin Invest. DOI: 10.1172/JC168642
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