[bookmark: _GoBack]Glioblastomas (GBM), the most common malignant primary brain tumors, remain incurable with high mortality and poor survival of less than 14 months1. Effective treatment modalities are lacking due to the location of these tumors complicating drug delivery, their invasive nature decreasing the possibility of complete tumor resection, as well as their heterogeneity with several genetic aberrations that drive tumor growth. Deciphering the molecular mechanisms promoting therapeutic resistance or enhancing the ability of tumor initiation glioma-stem-like cells (GSCs) to proliferate and drive tumor growth is key to identifying effective therapies. Because of their inherent plasticity, GSCs can adapt to therapeutic insults and respond by activating various transcription factors that promote survival. For instance, the transcription factor nuclear factor-kappa B (NF-κB), potently activated by inflammatory cytokines such as TNFα and IL-6, promotes invasion, self-renewal and proliferation, and therapeutic resistance in GSCs2,3.
