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Tﬂe role of glucocorticoid in mitochondria-dependent resistance to anticancer
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Those intense stress by a side effect of chemotherapy as well as the pain with
the cancer also influence the therapeutic effects of the anticancer agents.
However, little is known about the mechanisms of these untoward actions. In this study, we investigated
the influence of glucocorticoids, which is a stress-related hormone on anticancer drug actions. Our

results suggest that stress-induced glucocorticoids attenuate the action of anticancer drug through the
alteration of mitochondrial function.
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