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Abstract: Objective To investigate the anti —tumor multidrug resistance(MDR) of arsenic compounds and their mechanism. Methods The
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relevant literature was searched to explained the anti —tumor MDR of arsenic compounds and their mechanism from the cellular, molecu-
lar, gene level and related pathways. Results The combination of arsenic trioxide (ATO),vitamin C and realgar transformation solution
(RST) could inhibit the angiogenesis and metastasis of drug - resistant tumor cells. ATO,hybrid paclitaxel — loaded arsenite nanoparticle
(HPAN) and the combination of ATO and azithromycin could inhibit the invasion and migration of drug - resistant tumor cells. ATO
and oral nano — arsenic sulfide (ee — AsiS:) could induce autophagy in tumor MDR cells. The combination of ATO,RTs, ATO — As;Os —
cisplatin, the combination of resveratrol (RSV) and ATO,the combination of L — buthionine — sulfoximine and ATO,and As:S: could in-
hibit the expression of drug resistance —related protein. ATO could inhibit the expression of drug —resistant enzyme glutathione S — trans-
ferase 1 and DNA topoisomerase II. The combination of ATO and adriamycin could down —regulate the expression of Stathmin. ATO,the
combination of ATO and RSV,and AsiSs could inhibit the expression of apoptosis control apoptosis genes. ATO, the combination of ATO
and RSV could inhibit nuclear factor — kB. RST could down —regulate MDR1 gene. Nano dual — drug(azithromycin and ATO) delivery
system containing arsenic could synergistically aggravate DNA damage and intervene DNA repair. ATO, arsenite, sodium arsenite , gambu-
tatin and p38 mitogen — activated protein kinase (MAPK) inhibitor SB203580 could activate RAS/RAF/MAPK signaling pathway. AsiSs,
the combination of AsiSs; and L — butylthionine — (S, R) - sulfimide, ATO or the combination of ATO and phosphatidylinositol — 3 — ki-
nase/protein kinase B(PI;K/AKT) inhibitor 1.Y294002 could inhibit the PLK/AKT signaling pathway. ATO could induce endoplasmic
reticulum stress response, and inhibit the Notch signaling pathway. Conclusion Arsenic compounds can effectively reverse the MDR of
tumor cells,and they are potential anti — tumor drugs.

Key words: multidrug resistance ; tumor;arsenic compounds ; mechanism
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