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Research on the role and treatment of NF-xB in non-small cell lung cancer
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Abstract: Nuclear factor-kappa B (nuclear transcription factor-kappa B, NF-kB) regulates cellular metabolism
through a variety of signal pathways and plays an important role in the formation, invasion, metastasis, and
angiogenesis of non-small cell lung cancer (NSCLC). It has been confirmed that NF-kB is highly activated in
NSCLC. Strategies of NF-«B inhibition combined with radiotherapy and chemotherapy for the treatment of NSCLC
patients have showed great progress. In addition, NF-kB inhibition would inhibit/promote the growth or metastasis
of NSCLC by changing the differentiation and function of immune/inflammatory cells in tumor microenvironment
(TME). Therefore, NF-«B targeted therapy can inhibit the growth or metastasis of NSCLC, reduce the secretion of
inflammatory factors and enhance anti-tumor immune response. However, it also should be noticed that the NF-xB
activity inhibition might weaken the immune system. In conclusion, this article summarizes the role and treatment
research related to NF-xB in NSCLC.
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