HERBR G I S 25T 255 B R

TR, F B L 0% BRI S M IR DR I RIS S5 b by, WERTFERS 010050)

WE: HEARBAERXRZERIEY, RPHHENTEERRS, BARK. fRE. RWKH. RAATEF 20
Wik, EERLINHERBRELA SO RBAER, LR BIERANSCIFET 2R, B S HRSNE 54
e, BBRMAEMNBYEKRSET T, MART @GR fdR, HERBRLABRERS, KEROKE, CEE
b st IPg % At e 2R R, A E S AT B 5| AL FARIL T R AT I HEA B A, KRIGEET B S 5%
itk 2 4 K A AR B R BRUEAENT G % S A S LB B R R

KRR HERE,; Wik, MB, ZHaH

FESES: R2855 XHRFRRERE: A

DOI: 10.13748/j.cnki.issn1007-7693.2019.09.026
SIRARIE: £k, FA 2. HEREBFLEIIG S AT Hun AT R BRI, B IR R B 254, 2019, 36(9): 1151-1154

XEHS: 1007-7693(2019)09-1151-04

Research Progress on Glycyrrhetinic Acid Reversal of Multidrug Resistance in Tumor

LIANG Yabing, SU Xiulan*(Clinical Medical Research Center of the Affiliated Hospital, Inner Mongolia Medical
University, Huhoot 010050, China)

ABSTRACT: Glycyrrhetinic acid(GA) is belong to pentacyclic triterpene which is a major active ingredient in licorice, a famous
traditional Chinese medicine. It has the effect of anti-inflammation, anti-virus, anti-ulcer and immune regulation. In recent years,
it has been found that GA also has high broad spectrum anti-tumor activity, and its anti-tumor mechanism has attracted a great
deal of attention. The mechanism of multidrug resistance(MDR) is very complex, and in current, MDR is still the obstacles and
challenges of chemotherapy in clinical treatment of tumors. GA has the advantages of good pharmacological activity and low
toxicity. The latest research shows that GA can reverse the multidrug resistance of tumor, but also can become a chemosensitizer
in chemical resistance caused by various chemotherapy drugs. This paper discusses the mechanism of MDR, and the research
progress of GA in reversing the multidrug resistance is reviewed in this paper.
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