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Development of New Molecular EZH2 on Lung Cancer Invasion and Metastasis
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[ Abstract ] Lung cancer is a serious threat to human health malignancies upward trend in morbidity and mortality. It
is hot topic to investigate the molecular mechanisms of lung cancer development and explore the new therapeutic targets. The
underlying mechanism of EZH2 on lung cancer development will demonstrate the new pathway of lung cancer development,
invasion and metastasis. The exploration and application of new targeted molecular will improve the survival rate and living
quality of lung cancer patients in future.
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