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Cancer stem cells (CSC) is implicated in the resistance to chemotherapy. We
hypothesized that CSC could be induced by cellular stress such as chemotherapeutic agents through
activation of STAT3.

We observed high levels of phosphorylated STAT3 in human glioblastoma (GBM) samples together with high
levels of stem cell markers such as Sox2, 5-lipoxygenase etc. Stem cell markers are induced by cellular
stress, which can be regulated by endogenous micro RNA-302/367 cluster. These findings provide a novel
insight into CSC-targeted therapy for GBM.
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