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Relationship between sorcin and tumor multidrug resistance in tumors
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Abstract: The main function of sorcin is to regulate intracellular calcium balance and play an important role in multidrug resistance of
tumors. Sorcin not only causes drug resistance in itself, but also indirectly leads to drug resistance by increasing the expression of P-gp.
Therefore, Sorcin can be clinically used as a target for reversing the multidrug resistance. New methods for the treatment of MDR
associated with sorcin include antisense oligonucleotide transfection techniques, treating with dihydromyricetin and calcium channel

blocker , and so on. This article reviews the mechanisms and therapies for sorcin so as to provides the basis for the clinical reversal of

MDR.
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