%¥iseatz Drug Evaluation Research 35 41 % 2 6 3] 2018%E 6 A +937 .

[ AW4ah5iE S B €42 ]
B &R % 25 25 15 4L T A I R it R

X, X
REERIRYE 2522058, 107 KIE 116044

% E. Qim0 R T I — KRHAS, 24 RIA M e E D (R0 PR SEURN
RSB AR 2 B R R, A, JRTIRER e RIA . A E AR U OB e AR 2 2T 25 (MDR) . £FXTIX
LERE i TR AT I 2 S AT 26 T DA I A es 4 B Ay 2 usk e, BE R R TR SR B2 R e, DURIT R
T () I AN R 2 1 BT B S X (1 I MDR [ R TR, B A (U VA T SR AR R
XEEIE: I 2Ny PR A RIS E A s

PEDES: R962.2 XHERFRERRS: A XERS: 1674-6376 (2018) 06-0937-08

DOI: 10.7501/j.issn.1674-6376.2018.06.001

Research progress on multidrug resistance reversal methods in leukemia cells

LIU Wei, LIU Kexin
College of Pharmacy, Dalian Medical University, Dalian 116044, China

Abstract: The emergence of drug resistance in leukemia cells is a major obstacle for its treatment. The over-expression of
transmembrane transporter proteins (mainly P-glycoprotein) in drug-resistant cells leads to a decrease in intracellular drug
concentration which is the main reason for drug resistance. In addition, the abnormal expression of apoptotic genes and the change of
targets also cause multidrug resistance (MDR). Suitable drugs combination with chemotherapeutics were found to increase the
sensitivity of tumor cells to chemotherapeutic drugs, or the use of macromolecule materials to change the drug delivery system and
develop new drugs are the main approaches to reverse the drug resistance of leukemia cells. Through the discussion of these ways of
reversing leukemia MDR, it aims to provide new ideas for the treatment of leukemia.
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