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Research Progress on Quercetin in Reversing Tumor

Multidrug Resistance

DANG Shu-wei, LI Guo-dong, LIU Ming
(The Fourth Affiliated Hospital of Harbin Medical University ,Harbin 150001, China)

Abstract : Chemotherapy can significantly inhibit tumor growth and improve the prognosis of pa-
tients,, but the multidrug resistance may seriously hamper its therapeutic effect. Quercetin is a kind
of flavonoid compounds which are widely distributed in plants. Quercetin has a significant anti-tu-
mor effect. At present,the reversing effect of tumor multidrug resistance (MDR) by quercetin has
attracted wide attention. It has been found that quercetin can reverse multidrug resistance by in-
hibiting the expression of MDR-associated proteins,inducing apoptosis,inhibiting the function of
heat shock proteins,reversing epithelial mesenchymal transition and so on. In this article,we re-
view the molecular mechanisms of quercetin in reversing multidrug resistance and the prospect of
clinical application.
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Figure 1 The molecular structure of quercetin
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